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( chronic lymphocytic leukemia/small lymphocytic lym-
phoma , CLL/SLL) J& 3= %2 & A= £ T & 4 B —F
HA R e S e R AR AE 19 B0 Bk U 40 i 5 B 1
BV R, LATAR L 200 0 A ] o MU AR e L
ZERENREME . HHURA R B Y N E A
del(17p) \TP53 Z&7E L K ANPEAT G e 2R A 1 5% ]
75 [X_ (immunoglobulin heavy chain variable region,
IgHV) JE [N R4 %48 . i F CLL/SLL 3
FUL 1314 BB HER BCL2 223k 1,
HUrE  BCL-2 A& YF CLL/SLL, ?’ﬁmﬁﬁ( Vene-
toclax , ARAEAFE 7L ) &—Ff BCL-2 4l FATM
1 5] £ A RBI (13ql4)/D13S25 ( 13q 14.3 )/P53
(17p13) ZEDRBRIS AURETA P2 A 18 P 2 40 1
I L BB T R DT 2 >0 Crp S L 20 M
LA/ 71Nk B 200 9k T2 90 )32 Wi 5 1R 97 4 1 (2022
AERR) ) I RS TSR RS

B, 2,85 %, 2016 4F 10 HARK & B 40
ffdE R, LH R : WBC 16.2 x 10°/L, L 80. 2% , ik [
MM %t {E (absolute lymphocyte count, ALC) 13.0 x
10°/L,Hb 138 g/L,PLT 165 x 10° /L, 4 Jg & 4 ¥
T WRTE IR, PG ik S SOUA 25 5 b L2 5 e oK, AT
R R Koo B 8 20 M 5 B BE Y AR VR BR, G/E =
1551, i EL 40 b 000 2, 71, 5% , % I8 2
AR AT BT RO AN, HR - BORE /DN,
RERG B B, R 2L — 28 2, RAR N E A0, J=
PRI BT AE AL L R R DA BCR/
ABL Rl S D BAPE o 2 40 AR B A L 4
o AT R AL 52. 3% , Firp 76. 0% A1 K A
CD19 , Kappadim , CD200 , CD23 | CD5 , CD43 , CDS0 |
Bcl-2, CD79b, CD22, AN 3 35 CD20, Lambda, CD2 |
CD3,CD7,CD4, CD8, CD56, CD38, CD10, FMC-7 |
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CD103 |, CD11c, CD25, CD138 . Ki67, BCL6, clgM .
CD34 , 41 s /N, SSC /N, 2 &k BT [ BB il N B
WREL AU AT RE R . S Al 4k WO R S R,
29 34. 3% 4L (o5 W 40 ik CD19bri,
CD20bri, xR ALA] b 2 8GRV B A1 ik
ELIR/ I8 T BB K. A7 FISH A . f8 & 7778
RB1(13q14) K Hse , D13S25 (13q14. 3) KA ik
Lo P53 (17p13) KL [A Bk 2 i g A8 4R (PET/
CT) : (DM TR BR i 7R % 88 ik 2 4534 %2, 3
OIEER TR B BRI L S5 2, 00
AR BE 1 15 5 HOR AR 22 M J5 8 Rk e 485, AR
Bl s @XM B (1 B-M X)) ik B 4548 22, 3 4R
RS R . £ G BRI RARAE, 12 W 18 M ik 12
200 360 O, 7K L 0 1 o g s S S %
(chronic lymphocytic leukemia-international prognostic
index, CLL-IPI) 43 8 43, ¥ /& /&, BINET 381 B,
RB1(13q14)/D13S25 (13ql14.3) /P53 (17p13) A
BRRT WS 25, T DUUES, 2017 4 3 H 21
H,WBC34.7 x10°/L,L88.5% ,ALC30.7 x 10°/L,
Hb 139 g/L, PLT 187 x 10°/L, $i A Bk & (1 ik &
(Coombs 155 ) P, B & B IE #2 T . = Sy, ik
B TR 2, A CLLIRYF I8 1E., H 8B #H
i B KX 2 AT Kk, IR T LLR T R AT
( Chlorambucil ) J§97,2 mg,1 /d, Ok 12 ~14 d, &
A1y, #5H WBC(11 ~18) x10°/L, ik L 4 <
85% . 2018 4F- 12 H 3 H, BF KN = J1 B H-Um
5T . IS 4. 6 em, HL A 20 0H50R ik B4 40
e K, WBC 86.0 x10°/L,N1.3% ,1.96.5% ,
ALC 83.0 x10°/L,Hb 94 o/, PLT 85 x 10° /L, {5 2
TRREST, 4T A1 Z 1 40 (Rituximab ) 1697, PR
i, IR B0 R, Sy B R A A 2555 iE (tumor y-
sis syndrome, TLS ) , Ji Ik 5] 12 & 500 mg, # Ik i 1
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LR 3 AR, 45 755 ORI 2 5 5T (500 mg) 1R,
WBC 36.1 x10°/L, N3.1% ,1.90% ,ALC 32.5 x 10°/L,
Hb 74 ¢/L,PLT 119 x 10°/L, 8 3% % ¢, 4k % it 345 5%
g ATHURGYIGTT AR B, 2019 4E 4 11 HE
REZ 2 < BB AR U] S TR BR, /IR 1 [ AR 80%
VLS R L AR A 3 5 R R AR UL 5 21 ZR R DL 5 bk 2 4
HLLEAF] 5 100. 0% |, 22 40 it A4 /IN , L 6 v 45
SO, REIE MR, G A BTRIR A,
B — 2 20 2 AR R E A A0 il
RETE, D WL, 35 2019 4E 5 H 8 H AKEZ 5
BCL-2 i 77 4 2% v 43 24 Wy i PR 56, i 245 iy 1L
F:WBC 58.55 x10°/L,N 2.0% , HH i 4 i 26 % {8
1% (absolute neutrophil count, ANC) 1.2 x 10°/L, L
95.1% ,ALC55.7 x10°/L,Hb 79 g/L,PLT 81 x10°/L,
BFES H9 HZE 6 A 17 H, O R4EZS Fifi B2 20 mg
x7d,50 mg x7 d 100 mg x7 d,200 mg x7 d,400 mg X
7d,5 9 HEWIKZ 20 mg J5 24 h N E TLS, &
S8 I AE , I476. 13 mmol/L, M1 #§ 2. 78 mmol/L,
JRZ9. 24 mmol/ L, {JLEF47 wmol/L, JRFR 371.2 pmol/L,
R Z AR 25.6 mmol/L, eGFR ( 3 T+ CKD-EPI J5 %)
88.6 mL/(min « 1.73m") , FFf5FHYEZS voii 4 K, 470
FEIRIT A, Ak IR 5¢ 20 mg/d x 6 d (5l 5 H
20 H (50 mg/d 452%7i) ,WBC 16.9 x 10°/L,N 8. 1% , L
83.6% ,ALC 14.1 x 10°/L,Hb 68 g/L,PLT 75 x 10°/L,
5 H28 H (100 mg/d #; 25 7i) WBC 5.2 x 10°/L, N
11.2% ,ANC 0. 6 x 10°/L, L 86. 3% ,ALC 4.5 x 10°/L,
Hb 70 ¢/L,PLT55 x10°/L, 100 mg/d x7 d J5,H} 6 F
4 H (4525200 mg/d §ij) ,WBC2.4 x10°/L,N55.8% ,
ANC 1. 4 x 10°/L, L 41.7% , ALC 1. 0 x 10°/L, Hb
69 g/L,PLT 53 x10°/L, JRkZ4 200 mg/d HA[a], 4 B [a]
W 2 A, SR e A IR % B FE 38. 6 ~39. 3°C AT X IEVRYT
JE2Ef#. 6 H 10 H (400 mg/d 45 27i) ,WBC 1.2 x
10°/L,N 88.4% ,ANC 1.1 x 10°/L, L 9. 1% , ALC
0.1x10°/L,Hb 78 g/L,PLT 48 x10°/L, 6 J 17 A
(4525400 mg/d x 7 d J5), WBC 1.5 x 10°/L, N
86.0% ,ANC 1.3 x 10°/L, L 6. 7% , ALC 0. 1 x
10°/L,Hb 71 g/L,PLT 27 x 10°/L, IR 259 4], JF &
DIREAR WLEH B 55 . 6 A 18 H¥FAL, & 171 4K i
J& W /F 41 ( Eastern Cooperative Oncology Group,
ECOG) P¥433 43 4/n BB LR A5 R0 22, 0GR H Il IR
RIS, BE LRI, ISR PUBYSRYT , 2R 2 i
TELTARM ISR R L 8, T 3 5 4 4
PR, IF B IRSEHh A (50 mg, 1 /d) ¥RYT .
6 H 28 HEH LM, IKIE38.5C, f.O 0 i &, O
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% 105 ~ 125 X/ min, [fl. %8 98% (%A 4 L/min) , %
i e AL, BT Bt T ) S 2 . A A A
Ko AT B0 A R IR AIG, G =54.5% , E =26% ,G/
E =2.10.:1 ;0 2 LB R BOE S, MR 4 A DL a2
BBk 3 B AR LB 5 40 R DL B4l 21 40 i
RE SR G SRR BERLL M S RN
LB S S 5 A B A B LB 11 9%, 3R L
YA ; 4 R AL 1A B AR ELAZ AR 1l AR
DI = R EEWANE SR . A IME I
PR L, 5 B Ak K 4 2% Se RiIR YT I A A R i
IMIEEFNH . IR /MR B 995 4 (minimal residu-
al disease , MRD) It 2 6 728 4 B ARG 0) « -3 45 o Sk 12
YR LY 5 A A% A7, 0% , Horp CD19 + CD20 +
B B bk U 4 B LU BB ARG , A DL ] S B S R P e
B B WRELAEML . 7 9 H M CT . XU 2 & fwk ./
GENT R DGR, R B AL T AN L, HAR Y
10mm , WUSTTECEE 2T 2 34 5 45 Ak kb, XSt /)N i i) e 34
JEGNB SORUI T Ik EL 453G 22 R, R/
o s B, U RN 4 DRI s e e e, L
SBE A WRIHPE I 45 4200 52\ T-SPOT A | Pk, 1745
HRIR TR B R, K S DUIRAT I, 75 T8 R 1 sh VeIl 45
¥, e 5% B BHEE B YR 7 B AR Ja 5 2h . 1)
TR SR VT L H . BB YRS s hr 4 - H
J5,2019 4= 11 H 5 B, LI A L& f#, 1 40 1 A i /)N
MO0 e 98 /0. WBC 1. 2 x 10°/L, ANC 0. 5 x
10°/L,L33.3% ,ALC 0.4 x 10°/L,Hb 119 g/L,PLT
51 x10°/L, BHE40 M 2F FE AR & - 15 B 38 A 16 IR
G=50% ,E =30% ,G/E =1.67:1; % & H.fil K3 E
B, R4 I LI HE B B LA O =, s B B LA g
I, BB B B A A AOR 5 21 &R LA B e e, DA
o BRANZLAN IR T, T AR DL I B S IR A
FE A8 13 % 359 Sk 1 22 bk B8 400 B 5 4 A s DL 15 A% 40 i
187 A, 7025 25 A B RZ 4 i, b 4y #E B A% 41 i
24 AR R BRI 17 A, i R B
AL 6 A, I /N ARECEE, B Uy /N R 1 i T AR
60% , LAt AL R 3 = R A TR IRERELR , B A%
RYGHE B ARG o T s o ARSI -
PRSI 2y o5 23 A A% 40 M 25. 0% , Hr ¢CD79a
+ B PR L 20 LU AP AR AR, A L P dnb B e R P S
BB KA, S F 2021 4F 10 H g5 sE ,
() A A AT AR T %ot A 9 E 41 B 1) L8 B R BRI T
FL P 200 3 T8 O £ 200 B 81 45 P A 4% e T 29 A
HUGE (BP 2021 4F 11 ) S K ks, % &g
PR IbR T 40 B 1 0 R A, RS 4 S 52022 4E 3 ] 2
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H, Il % . WBC 31. 0 x 10°/L, L 86. 4% , ALC
26.8 x10°/L,Hb 126 g/L,PLT 161 x 10°/L, 4} 1fi
A 1 DR L i R N e | O gt S % B )
73.3% , Hrh 2 50. 2% 20 (5 AT A AN ik
CD19 . ckappa, CD5, CD200, CD43 , CD180dim , Bcl-
2 .CD79bdim . CD22dim, ¥4} # ik CD20dim . CD23,
ANF ik clambda, CD38, CD138, CD7 ., CD3, CD2,
CD4 ., CD8., CD56, FMC-7, CD103, CDI11c, CD25,
CD10 ,cIgM KI67 ( FHE#E 0. 9% ) , 4 g 5 1E 5 Ik 12
YA/ IR, SSC AR, 25 18 hy B s R 1k S i
B L 4E M, Bt N B4 bk R/ i nl
RETE K, 18 Wk ¥ 4> 4 ~ 5 4. FISH £ . TPS3
(17p13) He DA R 2k o TgHV {4 41 i g 431 5 748 A6 ) -
IgHV RGEASRY A f5] 5 5 e A BRI [] 9 fel 1 48 2%
SLRLRIT G R TATHEANG YT, Tl R A A2 I 3k 29
DA B B A4E S S hIR T 5 R/ MEIR (relapsed/re-
fractory,R/R) CLL/SLL i & #9755, % BA7 & i [H
RMEFWHREL ] MRD Bk, AEFF 3k 45, HAETE
BPIRER AEHEZE s LA 2 33 A A, b e
1Y) S e AR Bl s | SR FE R R U . R FRATT
AT PR R A TR

A 85 2 XA TS P I I 40 B 1 i 2, 7R
Hezx v PRI, R S % 100 mg x 7 d J5, 1l
WL WBC 2.4 x10°/L,N55.8% ,ANC 1.4 x10°/L,
L41.7% ,Hb 69 g/L,PLT 53 x 10°/L, %55 2 1 BL 4
IF, AW A 2SR, B 45 T /Rl B 4k, (0 45 T 5
H 200 mg x7 d,400 mg x 7 d, 80 & BB #6165 1.2 fe
], 7 A A R D, K AR IR R, HOR TR
NS , it AL I XHIE SRR Bk TR
i, I HAEZ] . FelE CLL/SLL 2 W 514975 1
(2022 AR $2 1 T B WRIAYTHRAE 1 ~7 45, KaRYT
IRAR R R o DV

CLL/SLL X3 P sl A e AR BT, 0= 5 2071 Bi-
net Rai ZM1 00 (B % T BHEATIRIT Y o AR ENAYY
FRAERY I b B, R B A i fE st e 2% 8 AR T
TR M T del(17p) H=65 ¥ 84, [
P R HERE (1) — 23R 9T 250 A 66t 1k 2 1 it 410 1
51 ( Brutons tyrosine kinase inhibitor, BTKi ) {14 £ %
JE (Ibrutinib ) | ¥4 2 JE ( Zanubrutinib ) | ¥4 75 2 J@
(Orelabrutinib ) , 4 2% v $ii . B % Bk 5. 51 ( Obinutu-
zumab) F| 2 5 BT R GA B E] VT ( Bendamustine ) |
KT AT AP (Fludarabine) 251 443 78
P —# BCL2 #pifil50] . i T CLL/SLL J&25 v Il
1y 13q14 FEpk e, 5 35000 F g % 0 1 945 BCL-2
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sk e B Y AE 4w % RNA, miRNA 15a f 16 3Rik
R, I A BCL-2 23k bR DRI o S i 4
BCL2 W] i ¥ CLL/SLL, A i & & f# 4 RBI
(13q14)/D13S25(13q14. 3) B w2k, K A ZH A8
R E ¥ TR AL T T3 DAIGIK (S PO L A TR o2
BTKi i 25 J& 036 97 e £, #F — P & KB & A 17
e,

s v pr g 2 I PRI EAE R, 1R B2l a5
HoA )y SRMK G, 752 2/ MEVA 12 1 bk U 240 S 1 o
Fioh BT, R R ISR R . —
IR (n = 116) /8" 16 HT 2 LIAIT
MR CLL/SLL B vp 4 2% so B 23597 5 S Ak
JZ i Z& (overall response rate, ORR)79% , 5¢ 4> 5% fift
3 (complete remission, CR)20% ,CR B& o EA
TE#A ( progression-free survival , PFS) 58 25 A ,2 4F
SR T2 (overall survival,05)84% , H.h 5% B FH £
Uit 240 L A R I s R /DS Bk BRI ok B M
(uMRD) , 53 —TAEA A del (17p) 872 B # h T
(g UG PR 4 (n = 158) SR R IEHER , L
400 mg/d By 7 & 1] 4k 7% 50 B 25 9R 97, ORR
77% , CR 20% ,30% £ % 4} 1fiL 35 5] uMRD , 11
2ETH AR N 54% (95% CI,45% ~62% )
T TG R 56 ( MURANO BF5) ™ VA 4 4
SERLER G ] 2 E BT R TR IR T A RS
62% 1) 8 2 1K # AR I uMRD, I H o 39% ) i
B ARG R ARG HABIRYT 3 A FRRPEAL 548
{&4FF uMRD , 7R 4k 7% s hr ik R 2 BRTIR T AT
AR G YT R

TEAESS SERLIAYT G L0 I RN FH 4 = i )
(2021 4ERR) A, BESIHRE T TLS TG # . &
MRS 1 R 44 i hr, 78 24 h (N AT g R A=
TLS, ™ 8 I 7] e K 2 i , PR T 1o A 1) 25 909697
I 1 ~2 JEN, R /IN R 2 i TR A 333 EIR 97
il R T AN B URIA YT B 4 TR T R B
B &, ABIEE G RRTT )T %0
20 mg/d/NEIFARIRYT , B TR E IRZ) 24 d
RAET TLS, $E 75 Jifzg 20 Jf ek 08 1) 245 4 4t 7% s 4 Al
WU TR BT BT, B 1 i RORAR 4 1y
LR, BN B K i % 400 mg/d, S 3R H E
JE B BEIE D REM R . — O T R A0 ik =,
F EAT 0 e 9% D) E Y Tk L2 4 At Bk =, SO AR
AR E R, LR R © 2 R B X (7]
R, I aE a3 Y IR i, DAY B S 28 Ak ™
w4 e AT R A 2 4 T
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TBYT I EASR B =Z bR L 1 A T A O 0k v UK
TR FECE AR | AN T 2 AP0 o 2 75 4 5 T 4 4%
TG IR IR AR AR . H iR 2
RS E G RIS IS L RE R SR T
i i SR ™ O IR AR K AR VA YT Y IR I
YW i 5 B TLS ) M B & BLyR YT 1 & v nl g &
A RS LD REFI R, DL R R R i ke kA
B AT AN BN, - BRI o B S A A
G DY REAR T B (1% 7 F SR G, U 2, 780 5 7R U3 5 1k
W4, G5, ILAN, T 1T B A b sh )12,
5 CYP3A 1l 5 A ff FH Al 484 fin 2k 2 s br A 2 %
PRI IH 3 3R B, 5 v 4 K5 CYP3 A 401500366 1 5 a0 2516
FHI 157 B A 4k 2% 5 B350 it 50% 5 25 11 156 454 FH
2l CYP3A M, anjrvbpeme st de s sidn
SN T BB R R R, IR Sy
HEPPAS T A )G PRI 3 655 41 iR 3 1 4 23 5
FOEIT G AN BN, 3 ~ 4 G v 20 s /0 55 | 1
AN UK A RE 5 I B A R 42% , 18%
149% " i RGA Tnfar b B0 4k 2% 58 BA T 3 1
DHREID i (I 2 BRYY . — T A AR (=
75 %) SRR 37 5 56 B AT 9 20t A0 1 i
R PRI AU 2R IR L 22 s T 3
PRI 54T 1 fif PR 20 4% S bk A BT LI 9697 05
R A D R ROV o BT 4 AR A )
U BEANI < 5% 367 RIS , 25 40 JE 40 i3 H 4
KRR, PTHEIR T — 3697 T 109 1 380 v P 400 i 4 o
fE(ANC) =0.5 x 10°/L, SR F 3877 & 14 d,
[l AT LA ] G-CSF S H53R97 . X F IR 8eiayr
WA RS 1 R LL B 4 G rbobokr 4 i s A i,
PARIRE ) E 48R R — AT o % F [l & A Rp s
LN e o v TR Sl AN 5 A b n O
W HERIAYT B E) ANC=0.5 x 10°/L PLT =50 x
10°/L, ] 2% sl /34 97 JE 30 b 4 25 se P4 25 R
B RIS R T T K 2 2 R R i 40
WD A KR UG s, (HJR T LS E 12, %
)W I 2 A K R I DD RE , S iR 45 25 57
AL (S T3 PR T S RE S IR T, X AR R
A YRS v s &A™ E I A0 D N RO,
AT PR A LR X,

Xt T4z FePIATT W1 1) 3545 uMRD 58 225 f#
YA U RIEZ 2 4ELU B R A IR TR Bk ]
DA R 4 A5 s hiiar ™ . mE R A
BTKi 3477, trl L fdi i BTKi™ . —{% BTKi, 4n
BT JE (Acalabrutinib) AR e, A AR A&
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JE (—A% BTKi ) B i iy e P bk 522 e . A B

JE (A BTKG) tL 7R S iy Ay 58 i PR 5 T 7

X R/R CLL/SLL i (5105728, W BHCEF 3607 B

1 2 A7 —YARYT I CLL/SLL™ ARl AR )5

SIS BRI T S T 20

PRI JEiT 266 41 i i e el R R

RN Bk % 2 15% ) LRI

BRI A E L BRI b R T R K Rl R

28.6% 25.9% \16.2% 24. 4% ; 3y THI K T A

RN KA N 14.7% o Tl 175 XS T ok, 7

HRBLAE 7 AR 35 B A T OO, R 23R 7 0] DA /IR

AT JE 8 I v I A, SE A R A A

H A UK A ™ A R R I I R R R

2 & X
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Il PR A 5T L e = -

JR KA M 2 A R L N 2 S Y Il PR
B S 2 K5 R AT

I¥x BESLHE oHFEF
BIXFWES —ERREEEFR,BZEIT 361003

WE B AR RAR TIRGEESIE (pSS) 4k & B fe Mk b B A& 69 ls R B S8 45 5 R m N AL
KM, Tk BB SA 2014 £ 1 A 22020 51 A EITKEWE S — ERRIE LR AER 69 281 4] pSS & 4
o REN.EhEhE RBmEHERE)T, pSS &5 fu Al v 48 4], 2 v 26 4] 4 & fo AR, Y (PLT <30 x
10°/L) , fn AR E S 49 pSS & & 233 4], Yo sk - 5T EE dn N ARBL Y 5 fn AR EH pSS B R A, BR.EE
f AR K AR B3N, EEDRB AR KSR FHREOREG L AR EFH T o DAREF 4,
SSA HuAk o ACA Huik 3 AHA FART AR B & T R EFH(P Y <0.05), RRmEHNETABHEZH(P<
0.05), A RV BRELRBEHEEAME, ZFAGTFEL(r=-0.32,P=0.026), £ib:pSSHE A f
DAY R A FE9.3% TR G SSA R R FREA L, L LS AR B O MR RREDENA
BXE, Bk s & E ESSDALF S5 f o, VR E Z AR £,

KW FRESE; MRV B FRR; BREFHE

mESES R593.2 MERFRIZES A DOI  10. 11768/ nkjwzzzz20220204

Clinical and immunological characteristics of patients with severe thrombocytopenia in primary Sjogren syndrome
WANG Ying, LAN Jing-ying, SHI Gui-xiu". Department of Rheumatology and Clinical Immunology, the First Affiliated Hos-
pital of Xiamen University, Xiamen 361003, China
Corresponding author: SHI Gui-xiv, E-mail ; gshi@ xmu. edu. cn

Abstract Objective: To investigate the clinical and immunological characteristics, disease activity and correlation of
primary Sjogren syndrome (pSS) with severe thrombocytopenia. Methods: The clinical manifestations, laboratory examina-
tion, disease activity and outcome of 281 pSS patients hospitalized in Department of Rheumatology and Clinical Immunology,
the First Affiliated Hospital of Xiamen University from January 2014 to January 2020 were retrospectively analyzed. A total of
48 patients were complicated with thrombocytopenia, including 26 cases of severe thrombocytopenia ( platelet <30 x 10°/L).
The clinical data of 233 pSS patients without thrombocytopenia were compared and analyzed. Results: The incidence of se-
vere thrombocytopenia was 9. 3% . As compared with the non-thrombocytopenia group, the incidence of anemia, rash,
splenomegasis and hyperglobulinemia in the severe thrombocytopenia group was significantly increased (P <0.05), and the
positive rates of anti-SSA antibody, anti-ACA antibody and anti-AHA antibody were significantly higher than those in the nor-
mal platelet group (P <0.05). The level of disease activity was significantly increased (P <0.05), and negatively correla-
ted with the degree of thrombocytopenia and the level of disease activity(r = —0.32, P =0.026). Conclusion; The inci-
dence of pSS with severe thrombocytopenia was about 9.3% , which may be related to anti-SSA antibody and splenomegasis,
etc. The rash, positive rate of hyperglobulinemia and disease activity were significantly increased, and EULAR Sjogren syn-
drome disease activity index score was negatively correlated with the degree of thrombocytopenia.

Key words Sjogren syndrome; Thrombocytopenia; Autoantibodies; EULAR Sjogren syndrome disease activity index

JE &M T 255 1F (primary Sjogren syndrome, W BT /MRS pSS By gkiRig, TRk s,
pSS) JEARJUMER R | TH B 55 A0 53 W R A iy A8 v B B H’Mtﬁﬁwlﬁ,%iﬁ&i“m ARSI pSS HE
s b R R DI NS NS N[ S M /INBR B FE R R I R B B 928~ Re IE 5 11 2l B2
G ZWE R ARG HP MK ARG ESRE H.
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— A WdE 2014 4E 1 2020 4E 1 A
TR 5 — & e KU S 2 B Be 1Y pSS [ 3
281 fi], Horb 2o ¥ 251 4], 55 ¥k 30 4], A 19 ~
78 % EH( 47.16 +14.19) % 1 N~ H ~
40 42 Y (44.05 £57.18) N A . 12 WibrifE: 281
191 pSS MFEIFF G 2002 43 MAB T 19 TR L5 G A
bR A3 2R (AECG) ™ 5 2016 4F 3 [1 X5
(ACA) /Bt MR B B ( EULAR ) il 7 1 pSS 43
KERED . AREE R, /M < 100 x 10°/L
f49 pSS g i/ A, HE R 24 4 1 B H A it PR
F /MY o AWESE R s 2 48 i), Hoh
ML/ <30 x 10°/L 7 g o B it /IR 2 3
26 5], ifiL/ MR AE 4 233 1 il /NR GE S 2H S R
/NS 2H AR PR SR R L, 22 S e T
BEX(P ¥ >0.05) ,BHAR M,

WSS WO T A7 285 I R A e oy T i
TR S A5 I R BT RE . SR H A Sysmex 11732 1fiL
BRAS 3 B il 40 M, 42 F gl PR 3 B AR T i 9T
(ESR) , 4= A g E Ao B SR I A Ak 8 b o SR AT EE
kA 2 KR I 7 (RF) i3l € K b8 A
(CRP) .IgG . IgM IgA .C3.C4 /KF-, ENA BIHusfe
PGS (245 BT dsDNA ($T AHA ($T AnuA (T
Sm . #L nRNP  $T SSA 4t SSB Jit Scl-70 . #1 Jo-1 . 41T
CENPB .31 RIB) .PR3/MPO/GBM % FH 098 B3 5
BUILIMR SR ATA B PALG/TsM/TeA B 5 B f
(ACA +B,GP1) $it CCP Kl >k F ELISA R £ ik
BFiHG . ANA €1 pANCA/cANCA SR ] i) 42 5 i
DS RFNS

PEHIBRIE : pSS B Tih 8 B 1% I EULAR %515
@jrﬁ?‘g;ﬁﬁzm (EULAR Sjogren syndrome disease activi-
ty index, ESSDAL) , 45l ARIE IR JJE #5532 A5 O 1L
W FEENI 13 DA H R IA A AR 5T
o3 I EATE Iy = BWR G x AH, SO E : S ]
2020 A rr s N B A 1 i N i s 2 i 12 W
BITATEY . D52 428 ( complete remission, CR)
YT R /MR =100 x 10°/LELJG H 1 26 31 ; @47 3%
(remission,R) :JAJ7 )5 1ML /M =30 x 10°/L, Fr 34k
Fhes 2 5 UL E, BT R ; @TEAL (non remis-
sion, NR) : 7475 /MR < 30 x 10°/L, 5 T = i
Ty 2 £, 8if il @& & 1RI7 A 5L
Jer , ML/ PR FRAG L <30 x 107/ L, B Ik T L4 iy

WARLSSEESEAGE 2022 4R £E28 % B2 M)

2 4%, A L

Geit A R SPSS 25,0 St
Prism 8 FAFFEAT /AT, SR (7 £5) 2R, 4
] LUHCR I ¢ K26 s THECPORE A T 73 SR, 21 18] LA
RHRTR ARIEZS M R HARSE UG 5 (Mann-
Whitney U K5 45) o #HICPE 73 7 & H Spearman, L)
P <0. 05 2R AGHEE L

g R

&R E A R EWE 2 HAERIGFE
)RR B RIS | I E 25 K R A AR 2 B T
e, 2R BRI E X (P #>0.05), 26 {4
pSS A PLT 4/ 20 £ 1/ M 4 (8 S 21K T /)
PRIEH2H (P <0.0001) ; 3%l K292 JGR Y 2 tE 32
e P/ MRIER A (P ¥ <0. 05) L& 1,

B3R fiiFisirkdn B M/ MR
T SSA P AHA FIHT ACA Hrik pHM: 01 B & T
M/ PRIEE A (P ¥ <0.05) , H 8 B2 i /M 20 1
pSS A4 BH i 1Y = BR AR 1 LAE (P <0.05) , L3 2,

T g B R KA 26 {5 T L/
W ZH pSS B ESSDAL 434 (17.42 +7.42) 45,
I & T i/ IMROE R 2H. (P <0.0001) , DU 1, [R] B
pSS F Il /N AR /D 4 il /N B R 1 o
ESSDAI £ 13 (r= -0.32,P =0.026) ,

I HORAE 26 ] H B /MR D pSS A £
PAER A PEBRAR 1 DK 1 b L SR BRI ), 4
o A2 BT (P CD20 Hidd) AR 204 e A= b R
TPO SELE5RYT , TTMUI TR, LU BE T /MR 12X
WATRCR VAL, e S B B e 2 J8 /MR ITEAS &R &
T, WL 3,

W’

THREE Ak (Sjogren syndrome, SS) E—Ffifi i
(4 8 B BN, BN 0.5% ~5.5% , 70 h
JE R AR R A, 10 s i 52 FR ] B AT i B 22 2R 40
BE L pSS MK R G Z BKRAERN 10% ~
249% " = Z BN B R, RN /IR B i A
F 2D, n] B el 22 R R A AR pSS i/
Bdi /b A AL T AR B, 3 AT 3ERIA s S
AR I B L/ AR IR A E 32 A T TR PR R, —
e N R S BUL/MRBEIR S 22, — J2 FOAZ 40 i F 1fi
B 2 B R, S BN A B T 4
P T A S S N B B4 v B AL 2 pSS
ZPIRFHAE, BARML I REZ AL, A 2 F A BUIR,
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I H FE PLT B V2 (n=26) PLT £ 41 (n=233) P14
FH(H % xs) 44.38 +15.01 47.10 +13.93 0.550
HAN(F /%) 2/24 25/208 0.416
(A% £s) 35.88 £57.70 45.50 +59.38 0.416
WBC( x10°/L, % %5) 7.55+3.96 6.94 £3.71 0.584
WBC #, Y [ #1(% ) ] 3(11.54) 22(9.44) 0.385
Hb(g/L,x +5) 117.6 £19.37 125.8 +18.84 0.789
R[4 (%) ] 11(42.31) 55(23.61) 0.033
PLT( x10°/L,x +5) 10.61 £7.67 252.90 +83.25 <0.0001
Cr(mg/L,% %5) 62.67 £15.52 59.90 £32.57 0.076
£ (mm/h, % £5) 34.91 £29.20(n =18) 40.75 +29.81(n =220) 0.551
CRP(mg/L,% +5) 5.58 +10.61(n=21) 6.89 +23.93(n =228) 0.199
BF[4(%)] 10(38.46) 121(51.93) 0.207
a4 (%) ] 13(50.00) 153(65.67) 0.114
B BRI 4] (% ) ] 13/18(72.22) 152/206(73.78) 0.876
ik ECT 3RIERE[ 41 (% ) ] 13/13(100) 129/144(89.58) 0.615
ik ECT HE a3 [ 41 (% ) ] 12/13(92.31) 125/143(87.41) 0. 605
BA[H)(%) ] 8(30.77) 30(12.88) 0.035
E¥RH(%)] 6(23.08) 38(16.31) 0.409
MR 4 (%) ] 3(11.54) 23(9.87) 0.685
a2 R[4 (% ) ] 6(23.08) 96(41.20) 0.073
Bz R H(%) ] 2(7.69) 7(3.00) 0.225
W2 R[#)(% )] 0 7(3.00) 0.803
BB 22 R [#1(%) ] 0 12(5.15) 0.617
FARAY 2% R[] (% ) ] 1(3.85) 7(3.00) 0.576
MR [#(%)] 2(7.69) 0 0.030
ESSDAI( 4~,% +5) 17.42 +7.42 8.73 +6.91 <0.0001

2 2HHATEE BEFRT

7 B PLT & &,V 48 (n =26) PLT E %40 (n=233) P14
ANA Fab[ 4 (% ) ] 19/26(73.08) 182/215(84.65) 0. 160
F SSA raME[ 4 (%) ] 25/26(96.15) 171/213(80.28) 0.047
# Ro-52 rabE[ 4 (% ) ] 22/26(84.62) 165/213(77.46) 0.377
. SSB rabE[ 41 (% ) ] 7/26(26.92) 67/213(31.46) 0.671
. AHA Fabe[ 61 (% ) ] 3/26(11.54) 2/213(0.94) 0.010
. ACA A #1(% ) ] 5/25(20.00) 7/192(3.65) 0.004
. AMA [ 41 (% ) ] 1/3(33.33) 1/14(7.14) 0.331
. ANCA Fae[ 41 (%) ] 0/16(0) 10/183(5.46) 0.364
Fdn DA AAR (%) ] 9/17(52.94) - 0.303
RF[ 4] (% ) ] 4/14(28.57) 12/48(25.00) 0.587
C3(mg/L,% £5) 0.94 +0.21 1.18 +0.42 <0.0001
& C3[ 41 (% ) ] 9/23(39.10) 80/217(36.87) 0.824
C4(mg/L,% £5) 0.25 +0.37 0.22 +0.29 0.161
1% CA[#) (% ) ] 3/23(13.04) 11/217(5.07) 0.084
IsG(g/L, & %5) 18.68 +6.79 17.06 6. 43 0.255
% 1gG sz [ #1(% ) ] 16/22(72.73) 104/211(49.29) 0.044

7 PLT 5 20 RAS I A de DMK 52 2B EH AR 3 A A ARR L LR E G MR T £897 , R ¥k 1gG KF;

“ _» %TTT *Iﬂ‘l
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P<0.0001

50-

40
Z y :
? 0o A
&9 204 LR

—er vy
10 o3l

T
PLT<<30X10°/L PLT=100X10°/L

B 1 pSS & & /MR 45 m/MRE ¥ 4955 % 30 Z 4 1k
%3 26 Pl F A /MR D pSS B I KT [ Bl(%) ]

. PLT < PLT (10 ~ PLT <
%Tli 10 x10° /L 29) x10°/L 30 x10°/L
(n=18) (n=8) (n=26)
CR 9(50.00) 2(25.00) 11(42.31)
R 8(44.44) 4(50.00) 12(46.15)
NR 1(5.56) 2(25.00) 3(11.54)
2 AAK 1(5.56) 2(25.00) 3(11.54)

HET PO /N BN, A 38 ST/ AR BT BT SSA
Ptk Bt SSB HifR%E " o HFFEIA sk s AR A
PUIL /N AH SCHL R, 7 P -E 6 B A% 40 A 5G4t
JE AT AT R B IR B T, AR I B B 1
SERRSERENE , IR B B S R 2 W 25 A 1 I/ A
S LA B T B IR , e & T B/ MR

AR 5T 7w, pSS HFE i /N AR UK > & A R
9.3% , S5ICIML/INR IR /D 2L AR L, AR R AR IS P
o e N R NG S W 3N N = )
G, 22 R I BG5S E NS SCEkES
SR A pSS H R I/ e D 2 B8 A
B IR O IR REAR A i R 8 B R &
AR WA (P 34 <0.05) , BBk F IAE A& 2F %
FIPENR T 2 B ESSDAT 4B i 4 %5 (P =0. 03, P <
0.001) ,ESSDAT f: /=159 53 R 47 437 1L/ 1E & 41
1), 2 2B 2 TR I v X e 4 K A1 T i 2 725 A
I3 $Ean pSS A I /N D, S R I /)
M ysi /b (IS AR 4% 45 5 G 0T K8 BT HEE
AR, BT R a2 0 SRS, A 4 e I sl ko
T AELME 292 B U, o) 28 W I & A0 | fe s
BREE AR A B T R EA, pSS LR R 4L
32 SRR I/ RIS E B, DA BBF2R

pSS AL Il /M ik /D21 4T SSA (ACA AHA i ik
PR35 B I8 & F il /Dl IE 5 41 (P ¥ <0.05),
ANA J¢ HiAth ENA 3%  ANCA RF  AMA % TCFRGE 2
5o AR 26 5 F i /NI /D pSS i TR SSA
PUARB BHTE 2R R 96. 15% , B I & F 1l /N 1F 3 41
80.28% (P <0.05) , 5[ N AMIF e 45 - —5
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Bt SSA B A BH 4 5w /N A sk 20 [ 1 U7 (%) L o AS
WIEA A THIRA S, Lo BEiEPiiR ACA
TSR LR TR WL —Fh A B PUIA, 5 Rk
2T REAR A B P /N DA, BT 5 i R PN R
WERRZS A, 1 S AZ: 5 G 20 R XTI/ NP s R BER
SRR I D s ACA {2 if /MRS , AT 55 T
JE R AR, TR I/ T RE TR 1 AT 4E R
WIR, 50 ACA HUIRFAPESRTE pSS H 2 il /M s 4
4 20% , BH 5 55 T AL/ AE H 4 3. 6% (P <0.004) ,
PERPUNRPUIA T BES 5 pSS il /MR I A K s 1ok
o P /MR HTRTE pSS B i/ A s 2D 21 5
52.94% (9/17) AHAM 5T /MR IE# pSS B3
IARAG I AR, FB 53 /MR /D pSS 8 2t AR A
D S TCi 0T b, S ma 25 S5, T 20 A TL-2
IL-6 J¢ TNF-o S5 4 M PR PUECHE AR 22 1T, RS
o [RIFTEEEAE A pSS A &R i/ A /b
SRR Z , JEANGE B4 SR S e v il N s/, 75
HR I ACRE AR | 52 55 3 K A S 241 0 ST 40 401
TSI, AR AN W] s LA TR YT, A5 AP g7
BTG

pSS ™ A il /) A ek A (il Al < 30 x
10°/L) B0 Bz JPk 8 Ik 8 1 o L, A7 AR K
AF B A XA I /NS 2D 3, AT B EE P
(T L | R A =" o 4 e D A8 2
IR A K 7R KRy pSS 1L/
W/ 22 A v Bk D TR IR 2R e g 4 o 7 e SR
W], AHFSE R 26 5 EE B I/ s D B A B B
JYRTAL , EVZZ A %l 88.46% ,CR iy 42.31% , 7
R 11.54% i BEfE 2 F5 K 3 5], o 2 ik
AATIE 2. 795N 3 Bl ik ABERT E 4R, B e
FUA AL FF IR o3 W o B 5 32 R ot /N A o 20 4
26 141 2 4F  FET 2 ] (1 I ERE Gy & IF 248 B Uike
o, 1 FEARIE R L) o

pSS FAE I/ I /D B v M It/ INl s /b 1) 12
Wr SR A SRARAR B, L5 Sl 7 B B ™ i, A G
P P 1 23R R g BR AR 1IN E R A R R, 4 R
J5RE e A i i BSOS R JU , Syl Bt IR il S BT
B TS , 4 X pSS B Il /NI /D 6 EERE 1Y
2K pSS LTI S E PRi2yr de /i H 7 B
B AW SEAE R — A BRI 5%, 777 HOR R B R PR
PE |, T B 5 T K00 I R B 9 B B3] % BRI 5
DL A it SR oDV a2 1 R R fa B TR 2%
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DNA 6612 0 1 5056 A 6 B 00 703707
L HE LLRE AR 0 I R3¢

FH omH mwm kR I gz 2
FMFFCER(KIXFHEHNMNER) ' FBLER > EFABIF, BN 434020

E A9 K DNA SR B8 77 3 A M4 52 R 6 (SLE) & 3 43 dsDNA Hutk 89 7 FRAR A A B 7 B G
IR R F KB, Fik ok E 2017 58 A 22021 4 8 A M H F.o ERMR L EFIE SLE &%, it
FAR A4 dsDNA $u4k % i L IR M09 & 30 B SLE &3 36 41, HLi6 77 Sk ab L BE & DNA g A M6 77 , WL & 4 6 77
W JE B B AR B i AR AR AL, R ST B AT AR A I E Y 12 B, AR CEMET B EFAAR
dsDNA Skl B 235 T, T3 e (66.4% £12.8% ) , S il A B H L ER Y. M7 ,33 4] &Rt
RFACE 3B EHLE L ~2 F5, 4 dsDNA Bk Aok EFt, & AT DNA i B MG 77 R A T . 4536 : DNA Sy R
TASESEH P A TR AL dsDNA FLik, A 8 T Wik 2 iR th , 5 U A S A 08 97 A o) T £ IAR A0 KRR,

XK1 DNA Z 2R M; 0 dsDNA du4k; S 9& 46 55

hmESES R593.2471 SCERARIRED A DOI  10. 11768/ nkjwzzz220220205
Clinical observation of sequential DNA immunoadsorption and immunosuppressant in the treatment of systemic lu-
DONG Li'* | WAN Qi', CHEN Pan', ZHANG Rong', JIANG Tao>, LI Rong-da', MAO Jie'.
' Department of Rheumatology and Immunology , > Department of Clinical Laboratory , Jingzhou Central Hospital ( Jingzhou Hos-
pital , Yangize University) ,Hubei Jingzhou 434020, China
Corresponding author: DONG Li, E-mail: susan-2001@ 163. com

Abstract  Objective: To observe the curative effect of DNA immunoadsorption on the clearance of anti-dsDNA antibod-

pus erythematosus

ies in patients with systemic lupus erythematosus (SLE) and the efficacy response to sequential therapy combined with immu-
nosuppressant therapy. Methods: A total of 36 patients with active SLE with high titer anti-dsDNA antibody were collected
from Department of Rheumatology and Immunology of Jingzhou Central Hospital from August 2017 to August 2021. Patients
were treated with DNA immunoadsorption on the basis of conventional treatment. The changes of autoantibodies and blood bi-
ochemical indicators were observed before and after treatment. Immunosuppressants were given after adsorption treatment.
The patients were followed up for at least 12 weeks. Results: The titer of anti-dsDNA antibody in patients decreased signifi-
cantly after DNA immunoadsorption therapy, with an average decrease of (66.4% =12.8% ), and the number of patients
with high titer of ANA decreased significantly. During the follow-up, 33 patients remained stable, and anti-dsDNA antibody
in 3 patients increased again after 1 to 2 years, with repeated DNA immunoadsorption treatment and a stable condition. Con-
clusion: DNA immunoadsorption can significantly eliminate anti-dsDNA antibody in a short period of time, which is helpful
to rapid remission of the disease, and sequential therapy in combination with immunosuppressant can help patients achieve

long-term stability of the disease.

Key words

RGN LT BERHE (systemic lupus erythematosus,
SLE) J2—F A B e PEps , B e e =L,
PR AR B TE H BT, 7E UG PR BT BUE DNA
(dsDNA) HifR 5% HT I i DNA-BT DNA Hi{K Gy
4% (immune complex, IC) , YU T HE S8 B, vEm
MBS EHE " P dsDNA B B 5 e i sh
WA B, b B R PP dsDNA Hifk,

DNA immunoadsorption; Anti-dsDNA antibody; Immunosuppressant

AR T ISR GE % SLE i1 . DNA iz M Fff ( DNA
immunoadsorption , DNA-TA ) F| FH L SR Pi AR & IR F
368 o8 2 SR A s g 2 T 22 3 o SR AR Y BT ds-
DNA Hii& FHi#% Pk (antinuclear antibody, ANA)
A 53T 36 19175 B 4 SLE H8 35 R H] DNA-IA J7 51
YR A5 W B o 3R S SR 2 A i) SRR 7 L B B
A ALFR PRSI B LT AR A B AT

A AR B M T ARG R KRR B (No:2018083)
TBAEME#E . FF , E-mail : susan-2001 @ 163. com, #7 4b 25 3] M 7 3] M X 3] 3% 60 5
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— A Wtk 2017 4E 8 J] & 2021 4F 8 J1
TG BEBE KGR e LA #Y SLE 8%, B# 24
PEAS b 5595 16 2l 3 (94T dsDNA 744 55 3 5
(BT 3MIEWMHE), 58ELAKEWMGEE
DNA-TA 3G Y7 JE [ 245, A 37 Bl 5 #5521 DNA-
TARYT, BR 1 B FI6 YT, R AEREZ , HiAar 36 fi] &
HYNAYTREY 12 AL, b, Hod 3 A ke 1~
2 AR5 R 1 S 52 4T DNA-TA IRYT, B ARG
TIY 36 ] Hhit 39 BIUGAYT I FERHN AT 5T
PEAT AT o R HIRE G 2012 4F [ BRAR I AIF 5 I R
P E 41 ( Systemic Lupus International Collaborating
Clinic,SLICC) SLE 732545 #E LA S 2019 4F KR 4T 4
T2 B¢ B ( The European League Against Rheuma-
tism, EULAR ) /25 [E] XUB 5 242> ( American College of
Rheumatology , ACR) 1] SLE 43245 R HER bR
e OBE ML RES 3 @4 A AIEAFUE ; @ H L
A H s @I/ MR <20 x 10°/L,

36 8 E b, Bk 4 ), Lotk 32 i, B Akt
1.8 42320 T INA 3 (I AR 5 AR 40 ) 2
122 13 % 17 % ; BFERRER 59 2, VS
(31.7 £4.8) % s i fie 1< 35 48, Jge il 2 A, 7240k
FE(55.33 +11.55) A, 7E#4T DNA-TA VR Y7 R LA
SLE 1 3l 5 %% ( systemic lupus erythematosus diease
activity index , SLEDAT-2000) 3435 A 79055 1% 5 &
VAl B 6 3, s 24 43, P45 (12,77 £4.69) 715
P SLE [# B & 1 2H 45 3 45 £ ( SLICC/ACR damage
index, SDI) g4 7T S P4 PEAL , 27 Yk SDI=1,SDI
e 4, (1,38 +£1.23) 47,

7 & DNA-TA IR Y7 i 2 3% ¥ 3 52 0 B ol
B S AR YT , R e i il 0
RSN o R FHBRIEHAEWLAE VIR B AT FR A\ A=
7718 DNA230 A2 W A A JF-800 A Y ifin i #E i AL
HEATIRYY , NZR V2 200ml/min , BP0 B[] Sy
2~2.5h, BREREIRIT—IK, BT 3 WAH—DIF
Fho 3 RGPEW BIGTT 58 R , 1120 - G 2 41 il 57
T0IT, Forh 12 {083 i DK T PRI Ji , 15 491 2
O IR 2 2 e, T R O IR R 2
S I R Al g B ) 5 0 G i I R 8 O (s
2 JAp A 10% ~20% ) Z=HK S ~10 mg RJEFA AR,

BomldgAr 36 B AT 39 457 2 DNA-IA
IRYT, IR O AT AT ARG 1 PR R L B Il B R AR A |
BUBENEPUARTE BT A SR P A R i sk i
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IR 20 B A, BT AT R85 X R ) 4 S e 9 vk
RN ANA i 2 K e SRS, e M A g2 IR vk A6 T
ENA Hp& K4t dsDNA $44, Horb 28 {51 R g 56
B 28 M [ 2 AT dsDNA B A4 ; R BHVA YT 58 1%
J5 48 h NI A Bl 1 2 ~ 4 JRRE DS, PR R E
3AHBEDT 1R,

it F oM K Graphpad prism Vresion 6.0
Gt A AT oA TR BERLLL (& £ 5) oK 1R
SV HI a2 A 38 AR S A A de bRk ) o K, DA
P<0.05 EFRAGIHE .

# X

& k& 36 1] SLE FBEIG KRB, W 1,
%1 36| SLE ## DNA-IA 57 Wil R A 6 (% ) ]

A ¥ (n=36)
JEK
BnE% R 25(69.4)
Ao 2 LR, Y 23 (63.9)
> Bt 21 (58.3)
BT R 21 (58.3)
R AR 12 (33.3)
b & 11 (30.6)
BEA 10(27.8)
FiEME 7(19.4)
AR A i 6(16.7)
O R 6(16.7)
8] i e P 5 4(11.1)
B Bk 5 JE 4(11.1)
1% b 3% 58 4(11.1)
B G 5o M bk Y 3(8.3)
FH NG 45 A4 1(2.8)
L EN R 1(2.8)
kKA s 1(2.8)
St
2 06 o g 16(44.4)
TR AR 12(33.3)
% s R 8(22.2)
B R k3R ge 3(8.3)
2 ¥ B 3(8.3)
o oR i R e 3(8.3)
Atk 2(5.6)
RN 2(5.6)
EREBXT L 1(2.8)
RV R R A K 1(2.8)
T o R e 1(2.8)
T A R e 1(2.8)
EB J& & 2 % 1(2.8)
R 2 R B 1(2.8)
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wor a1 B AR AR — IR R
FRIGYT ) AR Bk ER FE f Po) ,  E LT RS S 22 I
TRIT R R TP AR VRIS 5 1 BRI PR B 5 A2 B e
3 WBREIRY T A R] 0 R, afn R £ =5213/112 mmHg,
T LA A e IR IR % 22155/95 mmHg ;2 4] i
FORIT A RS AT UL/ INBE I B 36 I ER S IR T
I HoAth 8 F 3R AR R EIRAE . RIF R r
DN N RN [ =W DR L O S I SR N1
He BALETIG A T B, 3246 A2 PEYE L, JC 75 e ik Ak
P 240 £ 35 25 ARIR T IR SR K A AL B L,

WARLSSEESEAGE 2022 4R £E28 % B2 M)

25T B MORH A B S RSB I,

A FBE AL 33 FIKIGYT T iR R T
TR, Horb 16 KT 100 x 10°/L, 1% 43 x 10°/L,
WTE L ~5 d WIRE 2 TA JRITRTRYKF, ¥ =50 x
10°/L; 2T 2K FIVAYY AT R 3EAR DAk 5 38 97 5 F1 40
MO 8ot Wk 2,

FEErAe K AR N AR 2 S S K
FIRITHN R LR, ZR LG =E L (P ¥ >
0.05) ;3RY7 5 M WUEFREAG B /R U o R T, 22
FAGIH A E (P <0.01 3 P <0.05), &2,

%2 DNA-IA B RT 5 — AR (% £s)

AT %97 A &I s P14
fe RS (< 10°/L) 159.40 £12.12 119.20 £10.45 <0.0001
s it E (g/L) 103.00 £3.87 102.40 +4.38 >0.05
G x10°/1) 5.08 £0. 65 8.58 +0.91 <0.0001
a%&a(yL) 30.41 +1.54 29.94 £1.56 >0.05
AABR AL A (U/L) 26.66 £3.93 28.20 +3.42 >0.05
o 7 Fe 7 F(mmol /L) 5.89 £0.47 6.41 +£0.57 >0.05
A 7 WUEF (jumol/L) 69.72 £6.05 64.06 £5.09 <0.01
Bk it & (mL/min) 113.90 +£9.06 123.10 £9.19 <0.05

B &34k DNA-IA J497 )5 BT dsDNA i fk K
TR, YT R IE B (66. 4% +12.8% ) ,12
RIS R, W36 35 ANA i BE A N Al FR B R R,
LR 4, Horh i B2 ANA( > 1:3 200) 55 BT o L)
i 43.59% NREZE 2.56% ; 3o i i B H bk
ok /MEPTIA BT SmD1 Hiik B wl1-RNP Hrifk i
60KD-SSA HriAFEN, LI 1.

HdsDNATLHE |y
HSuDIHLH
Hiul-RNPHLME e
FgMERE
FARATA —
HU60KD-SSALfE
FLS0KD-SSATIAE
DEEGPEOTE
HiSSBHUME
Hikubifk
HER A e
WELSRGTE
FiMi-25itk e
HPM-SCLHLE 18I
HI-1Hk W
HMERARBRENG I

0 5 10 15 20 25 30 35 40

R T e B w0 R S

B1 39 flR B H A REL AL RRE T %)

AMAFe 5,02 B & DNA-IA JAYT 5 #hMA C3
AKEH R RITE, R TR 1) 186 K-8 TR, 697
J&i 12 JE B Ak SR G EEAMA [T T 1gG BRI
%3,

TR TG B A BiAG F54 DNA-IA JAYT 52 UG
12 J&, Bk 3t 47 SLEDAI-2000 & SDI i¥f:4#. SLE-
DAI-2000 2.3 [, fem R 10 4, A 3 Bl ik 5
0 43, F#4(3.92 £2.76) 43, SLEDAI-2000 4317 WL,
F4;8DI Ky (1.15 £1.25) 4, BRITHIA T RE,
AZEFIEI2EE L,

K7 DNA-IAJBYT5e e, B A BV — Ik, &
BT 12 J8], B BIPT ds-DNA Uik K P-4k sk 2 3
FREES RS saE . Hh 3 Bl 1 ~
2 4EJEHT dsDNA HUAATH PRI AR iR
ST 7K PERE R 92 i S 50 4 B 01 R ) R
AR, 73 A FRR 25T DNA-TA SR, ZJE iR o

W’

SLE 1y A AL AF 5 52 2% , fie 32 10 A i ML
2 W RIS 25 S, R A 28 52 5 Wy B 4 2 S W, SLE
SBFE RN T LU A Z R EURTE A ST, K ds-
DNA A X T 1 1C & 15 2 1 1F ], DNA-#it
DNA $if4 1C 7 LA P v 4 552 20 1o A e, i 3™
A H 472 -1 (interleukin-1,IL-1) PRI H T o
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%3 DNA-IA %97 AT, 540 dsDNA ik B R 4% F AR R (% £5)
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FE AR & %7 B9 12 B PL 1A P2 {E
#t dsDNA 4k (1IU/mL) 1335.00 £361. 10 411.80 £97.30 177.80 £174. 60 <0.01 <0.001
C3(g/L) 0.51 +0.25 0.57 +0.23 0.78 +0.40 <0.01 <0.0001
C4(g/L) 0.12+0.09 0.13+0.1 0.16 +0.11 >0.05 <0.01
IgG(g/L) 21.72 £3.91 14.98 £1.57 12.29 £1.75 <0.01 <0.01
IgA(g/L) 2.68+1.19 2.42 +0.92 2.36 +0.09 <0.01 <0.01
IgM(g/L) 1.19£0.84 1.05 £0.63 1.07 £0.53 >0.05 <0.05

7 P14 & DNA-TA 7% 57 77 G Wu 4 ; P2 . X % DNA-IA 78 /7 a1 508 77 12 A ks

%4 39 i)k DNA-TA %57 %7 . J5 ANA 7 £ % 1L
J SLEDAI-2000 [ 1 (% ) ]

T B %97 SR E
ANA 5
>1:3200 17(43.59) 1(2.56)
1:3200 15(38.46) 13(33.33)
1:1000 5(12.82) 19(48.72)
1:320 2(5.13) 6(15.38)
SLE-DAI2000
0% 0 3(7.69)
1% ~6 % 1(2.56) 29(74.36)
7 5 ~12 4 19(48.72) 7(17.95)
>12 4 19(48.72) 0

(tumour necrosis factor-o, TNF-o ) 45 22 Fh 4 ifg K 1,
TR VA B 2 L8 AT 200 PRAS BT PR 7, IR 2% 1 4 L
72 M L, S B R0 A4 HE 5 BNk
FLJFE I ( glomerular basement membrane, GBM) Jif, /3
Wi LR A 5= F1 77, DNA-BT DNA $iifk IC i
AIZRET GBM, GBM (T iy & A 728 Ak B8 AR i Fe
JOF PRI R T ;8028 3l a7 e, g i e 3 R L I BR 5
Sudii DNA Hi A ad n] L% 42 5000 4 i 2R 18, sl itk A 41
JifL, 3 4 3 R s AR A L, A BT AR 1) 20 i 2
YER . i 22N, Bt ds-DNA A Y 7= A4 Filife — 25
JE L DAN-$7 DNA Hip{k 1C, J2 SLE % 9 B Y ¢
BT EL, L dsDNA BT E 5 B 1 30 1 3%
FHOC AR NAATERYPT dsDNA Fiifiik 2, JE iy 1C B
2 AF T BRI I 2 T E A E R E . P, 9
/b B FARNAETE B9HT dsDNA Hidhk , A ) TR P22 i
SLE S35 BT , R4 B I AR 45 17

B PR M TR AR 2 T AF R i R RS R ) — B T 7
2,8 T R A A s ) — A B, SER LK 4y B
#34: ( American Society for Apheresis, ASFA) [ 22 I
TR R TR e EAE AR R B R EURIE & IF LR R
G PE W B PV g — iy T S s FE AT
T MR T RV R BT R FRATR T
DNA230 e Mg B , 2 ) FH S0 S vz S 3, DA ey B2
4fifb iy DNA J3 Fr BefEoR e, [ Tk e

B BALBRE T, B8RS P TR0 R BR A8 3 1A P 3
TRt E P, AR ANA (037 B2, 35 I 1A o9 2o 1
BRI Y I

AR SLE g PR 4. 6 48 17 AE i i
Ht dsDNA Hifk , SLEDAI-2000 7 (12.77 £4.69) 4,
WA 4T BB AFTE BT & 0 M Z I il A8 R 5 13 i 3
Jok v e 7™ B ) B G R A PR A I T O LA
Y., i SLE-DAI2000 >k fig 5% %% 1A 3 H JH 5% 9 1
), SDTF5 8- 147 (1. 38 +1.23) 43, FeLk & 5 i 445 )
o ARG SLE B35 80 KRR 90 1 3l B
SEERNE AR T T O RRAIE , 252 DNA-TA BT )5 , Pt dsD-
NA BT B B0E T7 B8 3% T B, T BRI B3 R
(66.4% +12.8% ) ;45 82.1% (32/39) H &1 DNA-
TA VRIT JE B ORI B R B 5 oAb, i A & 4 f 3
Pt SmD1 Uik Bt wl-RNP BTk Bk /MEBTAR Bt
IR PR HT 60KD-SSA Fi A 1 f s W it 5 5 B
JEHH A B PR PO MR TR 5 B 2R 45 51 R
40.9% (9/22) 31.8% (7/22) ;7 SLE () % H i 2
o PR IMAR BT AR 9 77 A= AT R BE RLF 4T dsDNA $it
A B IMAS TR R BT 41 2R PR e Hob R b i &
AYITE SLE B9 K556 ML Al SR 5 5 W)
B, BE R AMA C3 . C4 BURTTHIA B L FH, C3 Fhim
AW GRS R THE R 1gG MR, TTREE A B
U 5, S8 TUHE I S0 S 8 T4, T it
JRBTIAR AR 5 A Wi A, Xk A 1 4 AE B =22 AR
H1 650 BT, DNA-TA YA Y7 76 5 3 I X A B P iR 45
SRIGTE BRAVE T, JUFLAEBE AR ANA 54T dsDNA $i ik
JTH TR, S B R — 5, 5 a2 A
JYAH L, SOt A BPUAR T R A BT o 22
1 o

2 B E WS EEA I AR IR, 43 22 9 JE A4 23
J&, H: SLEDAI-2000 $¥5343 0l & 17 43115 43 72 5¢
B 1 AN RE DNA-TA JRY7 5 A AT AR A R B
PRAEAT T BV B 1 ALE R B 7K b, X DA R k4
PR AT AR IR , RS2 25 MA)T
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2945 20% SLE [ 7675 /DA KL & 0%
JLE SLE S mst R mt™ . JL# SLE 12 Wi [
FEHETZE 8 2012 4E SLICC 432845 1E UL Mz 2019 4F
EULAR/ACR 4325 475 7, 5% ] SLEDAI-2000 A1 SDI
Vo0 PEAS B LB 1 B BE R R 0 R . I
frmsr A g R WoR , X T HEAE SLE & L, DNA-IA
1RYT 5 SLEDAT ANA Vi E BT ds-DNA Hiidk Az ek
B ST B, AN R T, 5 R N 87. 8% 1,
CILEE i 3% el R & R R 8 1, % T B &
PO B PH A RO B RE T M SLE 8L, i LLZS T
DNA-TA JAIFH o AR 3 {5l 75 /0 4F % 45 5% DNA-
TAJBY7 5 Wt R G2 A, Db T MR 7 R &t
AR R R ISR T RS E AR

MR FAIRYT X T B M s I F AR AR
S MR AT R S R B T
K, AT RE 5 IR YT AR i MRIE AR A OC (B I AL T
SEYE R, B T ) A S K A A AT AT
P 0B AN , A A a5 g, it/ R
BRI 5 ML L ILE H 8 H KA DNA-TA J697
HIE 5 S8 B AR AL, 7R S R R N T AR
YU NN K A 1. DNA-TIA 3R 97 g | AR SN 2 1
e R 2L SRRES O IR N E R A g e 2 N
I RUBS AR, TE 5 i AR i s i 2 AR & 4T
I &, 98001 L) oA DGR A XU . DNA-TA
TRYT T BB VAR AN R RN, B AR | 27 S 7
PRI A A T SO A

DNA-TA fE7EJ5 11 PN 3001 B 44 P 8 0 P B
oA, A AR TR Sk b 45 i 55 0 SRiE KN,
TBAT B BB B 25 IR T, 43 H B0 i i
MG R TREA - O R R LBk, B Biikid
FEAREE A s QBOR I B B PURTE A E B e
SLE B2 e i bin g WAk & L 2 25 9)
09T o AN B FAE S W MR YT AT S 145 T 0
FTER RAUE L IRTT , S W IR T IS 452 32 A W)
) BB R TR T, 33X L G g5 100 ) 551 3 3 A Rl AL )
T 90K L 20 B ) S T A, g8 DU Sk L D B0
PEE SPUAR A R RE RN, 0 R KR, 5
DNA-IA BR5 7 TR YT SLE SB35, 30 1M 4E R 5 K

WARLSSEESEAGE 2022 4R £E28 % B2 M)

2 % x

Yung S, Chan TM. Anti-dsDNA antibodies and resident renal cells-
their putative roles in pathogenesis of renal lesions in lupus nephritis
[J]. Clin Immunol 2017, 185(185) :40-50.

Firestein GS, Buddd RC, Gabriel SE, et al. KELLEY & FIRESTEIN-
Textbook of Rheumatology[ M. ¥ B, A&, k- FiF. ¥ b
TR FE S H g4t ,2020:902-904.

PAREFLARERFESS, BREIS IR AR EREFTHLT
&L E R A BIRIEAT R AEAL. 2020 F B £ S RIS
Boidadll]. ¥ 4 A E,2020,59(3) ( 172-185.

£F BH , REW, . 4 dsDNA bk AMR C3 R4 52 35 2 45
AT RS BRI B 6 6 R E L[] R EA X
53R ,2021,42(2) :49-53.

FANE, ZEE N, F RS E KB S ik B g BRI
K EACEAR KA [T]. $exesm 4 & ,2019,18(3) :289-292.
Padmanabhan A, connelly-smith L, Aqui N, et al. Guidelines on the
use of therapeutic apheresis in clinical Practice-Evidence-Based ap-
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TN A AR K e e BT ()] A& A TR &
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FE T, GBI L AR P & @ 40 Smith 4t dsDNA (4%
MR BAV R @ FARRT R G 40 BEAR AR 49 N6 R AR T [T].
I S5 5 ,2021,41(5) :353-360.
HAR AR ER,,F B, F. RN R RAEILE R AR LRI
Fr g4 & SLLJ]. B RILA S 4 & ,2018,45(12) :978-980.
WHds A RFF. IR MG 9T o AR SRS 0 I R T
A AEART[T]. F B 245 16 K ,2016,16(12) :1814-1817.

¥ E AL HREH RIFAE R, B RIR AL IE T .
PEAGRLAERAEEFE T REEEN[T]. PAEF L,
2015,95(14) :1056-1060.

B R A st R A 2 [)]. 7 B AL RE #2020,
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FEEFHAIUHAEIT S A hkELERER A kAL
FILEE R ARG S P RTRFAE[I]. FRZA
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PEHEFHASILHETrA bR ELERA LELRLE
Bels R R ERER[I] P B £ IA LA K Z& &,2018,33
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%) JU, F 3. DNA So g8 SR M 04 57 U R Sk 4r e AR 6 st e 7 D-=
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F, B, FEHF. AR R AT 5 4 R
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25 4 2 20 AH S 8] SV i s AR I T 2555
A2 D3 K S IE T E T AR O¢

EHE Fheke WREF TR TEAT
B LR F M B ERR LA P BRI AA, H 441000

WE 86 AT S SR Aa £ 1) B AR % 5% (CTD-TLD) & & feid 25-% 4 4 D3 5 T 20 (Treg) 89
MK M, ik RI2018 46 A 22019 45 12 A £ MW 900 E R AAMER 6 30 4] ##69 CTD-ILD &% 4 #F &
20, % IR Bk B E R 30 B4R h 2T B4, R ELISA skAeml &KX & Sh A fn 25-% % 4 % D3 B ik F & m e
Z-10(1L-10) (#4042 K B F-B(TGF-B) K -F, ik X 28 Bo KA 91 8 o Treg KT, Po&X 2 A4 48 R, 5F 5 & 525-%
Yk % D3 5 dn Treg IL-10  TGF-B /K-F e 40 K Mt 4T AT, SR AR AEH 0 ik 25-% 2% & & D3, fe Treg TGF-
BIL-10 K -F 90 RAK F At B0 (P 3 <0.05) ;CTD-ILD & % fu ik 25-% % & % D3 K-F 15 f2 Treg I1-10 TGF-B & -F 2
EABA (P <0.05), £ib:CTD-ILD &4 s i 25-72 4 & & D3 K F R FA T4k B4 ,25-% 4 £ & D3 T hid id i
¥ TGF-B /R-F % vh Treg 49 1L R H e 445,

KERIR AUERIBARR N AR fik 25-F 44 & D3; Treg mit; G @miE-10; A KEF-B

FESES R563 XERFRIRED A DOI  10. 11768/ nkjwzzzz20220206

Correlation between serum 25-hydroxyvitamin D3 and regulatory T cells in patients with connective tissue disease-
associated interstitial lung disease WU Cai-yun, WU Jin-ru, YAO Xiang-ping, GUO E ,ZENG Xian-sheng ™. Department
of Respiratory Medicine, Xiangyang Central Hospital, Affiliated Hospital of Hubei University of Arts and Sciences, Hubei
Xiangyang 441000 , China
Corresponding author: ZENG Xian-sheng, E-mail. 310355055@ qq. com

Abstract  Objective: To Investigate the relationship between serum 25-hydroxyvitamin D3 and regulatory T cells
(Treg) in patients with connective tissue-associated interstitial lung disease (CTD-ILD). Methods: A total of 30 CTD-ILD
patients in the Respiratory Department of Xiangyang Central Hospital from June 2018 to December 2019 were selected as the
observation group and 30 healthy subjects served as the control group. ELISA was used to detect the levels of serum 25-
hydroxyvitamin D3, interleukin-10(IL-10) and transforming growth factor-g( TGF-B) in serum, and flow cytometry was used
to detect the Treg in peripheral blood. The results of two groups were compared and the correlation between serum 25-
hydroxyvitamin D3 and Treg, IL-10, TGF-B was analyzed. Results: The serum 25-hydroxyvitamin D3 level, Treg, IL-10
and TGF-B levels in the CTD-ILD group were significantly lower than those in the control group(P <0.05). The correlation
analysis showed that serum 25-hydroxyvitamin D3 was positively correlated with Treg, IL-10 and TGF-g (P <0.05). Con-
clusion: The levels of serum 25-hydroxyvitamin D3 in CTD-ILD were significantly low,which may be involved in the occur-
rence and development of CTD-ILD through regulating the level of TGF- which influences the differentiation and function of
Treg cells.

Key words Connective tissue-associated interstitial lung disease; Serum 25-hydroxyvitamin D3; Regulatory T cells;

Interleukin-10; Transforming growth factor-3

24k 77 7H 28 955 AH ¢ 18] 54 ifi 52 95 ( connective tis- growth factor-B,TGF-B) | 14 ifi /i £ -10 (interleukin-

sue disease-associated interstitial lung disease, CTD- 10,1L—10)7J(q7—l§l"]ja+ﬁ'“~4] o HEHEE D AU A T
ILD) (B3 % # ST (] VLl 58 2T e Ak i E e, ASAGMRIS, i B — E I e 1 ThAES , 25- %2 4k
WFFERBA WG ME T 401 (regulatory T cells, Treg) By Az 28 D3 J24E4: 38 D /4 rp A4 H S G PR IE =X
REBRFETTREZ 5 1 CTD-ILD $i & Ak ke, KRB TEIRH RGP KRR sE , A WIS i 4 i 8 o oh
S IR PE A0 M Y 5 A 2R K R - B (transforming 125 -2 4E 4 3K D3 | Treg 40 M X 40 fitd [l 1 TGF -8 |

*

*

A
il

2B A B AR R A 2019 ~ 2020 4 4850470 B (No: WJ2019F088)
E4EH . & £, E-mail :310355055@ qq. com, #3b 4 F Fa T F 3% X 30 M A7 136 5
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IL-10 7KF-, 2B 25-F2 442 3 D3 5 Treg (A1,
HITHEEZR D A5 CTD-ILD % i B s I8 1/

BRETE

—R& A AR 2018 4F 6 ] 2 2019 4 12
FEFH T pC BEEBE IR N BHE B Y 30 45 CTD-TLD i
FIG PR R, o B PR 12 ], Lo Pk 18 i, 4R ik
33 ~80 %, F4(52.1£9.6) % 4 =50 %19 4],
<50 2 11 {5, BRAEWAE L 8 4 (26. 7% ) ;-3 14k
T F5%0 (body mass index, BMI) (21.5 £2.9)kg/m’,
HFR s o AR CT R AR 11 151 (36.7% ) ,
JEPFERE 16 f41](53.3% ) , 52785 8 4 (26.7% ) , &
H6 1(20% ) , WA 1, Hh Z LR/ LR
FHE 18] J P Bl % 95 ( polymyositis/ dermatomyositis-as-
sociated ILD ,PM/DM-ILD ) 13 | 23S XE A4 55 & AH
S [a] 5 P 9% 9 ( rheumatoid arthritis-associated 11D,
RA-ILD) 8 1] | Z8 45 1k £1 B AR A5 AH 5C (1] Joz 4 fii 92
('systemic lupus erythematosus-associated ILD , SLE-
TILD) 3 5] | o 43 A 45 i 2H 4395 AH 5C 18] J57 P4 il 5 9
(undifferenciated connective tissue disease-associated
ILD,UCTD-ILD)6 i, FirA AL H HFF G 5 Fhas
ALV 5SS Wb v B LD A2 Wik
HEBRHROY. PREE 35t 1% 2454 e M I A S i
F14) D) B P 2, Al 88 JUEE 18 7™ B, sl S
PEET , T R T 4 A N JOHE B BRIy
A R A= 21 D R s, R R B 30 491 T L
I i 114 fe B ki J 4 Ry ot BB, b 5k 16 43
e 14 B AR 27 ~ T8 X AR =50 %17 fi,
<50 13 {5, CTD-ILD 45 Hexs B 24145 i 31
Wi, 2R gt (P >0.05) o KAWL
BB B ZE Do b i, T AT F 9 X R G O 8 %
) &4

ok RE2HZHEEBEE KM 3 mL,
1 800 #£/min .0 10 min JiF FRELIMYE , % A ELISA

WARLSSEESEAGE 2022 4R £E28 % B2 M)

PRI I 2558442 & D3 KOF,25- 3R AR R D3
) G A R GE 28w, ™A% e BRI 156 1
P TR

K H 2 E Beckman-Coulter i =X 4 Jfd {3 £
Treg 2l ( CD4 + CD25 + CD127low/-T 4HfE) , ik 51
&4 8 Beckman-Coulter USA /A7) ;5% JH ELISA :46
W 1Ly TL-10 \ TGF-B 40 ifd A - 1Y 2R3k, 170 & 1
H R&D USA AF],

gt F 454 SR SPSS 19. 0 Seit 2 ik i kAT
ST ITRBERILL (& £ 5) 3R, L) B AR M
SEREAS ¢ K0, A JE I 2555 4E4E 2 D3 5 Treg 4l
F AR PR 9 A OGPk 2R ] Pearson #H 3G 43 #7, LA
P <0.05 hZERAGI R,

# R

o ik 25-# 4 & % D3 KF CTD-ILD 41 Ifn 35
25-Fe4fEr 2K D3 KV RAR T XA, Wk 2.

%95 354%  CTD-ILD 4 % Y CD4 + CD25 +
CD127low/-T 41 Jf . 21 i 4 40 g [ - 1L-10, TGF-B
IR AR T X HRLH (P ¥ <0.05) , L 1,32,

ABR oA CTD-ILD 4113 25-F844: % D3
ARSI Treg 4HMLAY AP 12 IEMISE (r =0. 55,
P <0.05) , 541} T IL-10  TGF-B 7K-F- 7 & i 4l
Fe(4 BN r=0.43,P<0.05 & r=0.58,P<
0.05),WLIK 2,

it i

25 48 2] 25 e I DR S 50 e it s e S L
Y 5 PR 22— AN [ 118 &5 i 21 20 S 25 a] o el 9
KA B2 SRR AR 7 30 5% W, CTD-ILD
tll PM/DM £ 22 WL (43. 3% ), H vk 43 914 RA
(26.7% ) .UCTD(20% ) .SLE(10% ). CTD ¥ %
A TLD AL, 30A iF5E R B, Treg £l DI HE S+
WA gL K A B RART Y WIL-10 |

% 1 30 3] CTD-ILD & # 7 I K % #t

7 B RA-ILD(n=8) PM/DM-ILD(n=13) SLE-ILD(n=3) UCTD-ILD(n=6) 4&it(n=30)
EENERTD 57.6+11.9 49.0+9.4 37.6+7.8 58.7+9.2 52.1+9.6
A ( B/ %) 4/4 5/8 172 2/4 12/18
B & [ 451 (% ) ] 3(37.5) 4(30.8) 0 1(16.7) 8(26.7)
AASH 41 (%) ] 5(62.5) 3(23.1) 1(33.3) 2(33.3) 11(36.7)
BkBY[ (%) ] 2(25) 8(61.5) 2(66.7) 4(66.7) 16(53.3)
EEH[41(%) ] 1(12.5) 4(30.8) 1(33.3) 2(33.3) 8(26.7)
EHHH(%) ] 3(37.5) 2(15.4) 0 1(16.7) 6(20)
BMI(kg/m®, % +5) 22.2 +4.1 20.8+2.6 20.3+1.3 22.7+3.3 21.5+2.9
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%2 24 vk 25-%% 4 % D3 Treg IL-10 \TGF-B AF H. 3 (% +5)

E R P 2 ANk A R AR R B AT B I B, A

285 151 25-# % % 4% D3(ng/mL) Treg( % ) IL-10( pg/mL) TGF-B( pg/mL)
bapigi:t 30 32.7+6.3 5.6+1.2 100.7 £56.3 549.3 £337.8
CTD-ILD 41 30 21.8+£5.9" 3.9+1.4" 71.4 +£25.5° 359.0 +247.1°

.G rmarki, " P<0.05
10%= 10
3 B B
o 7.5% -y 5.9%
w g w
o o
& 102 &
a a
o G o
10"+ 101
100 10° . N
100 101 12 103 10t 100 101 102 103" 10
CD25 PC5 CD25 PC5

| 4 B3t BB Treg, &M # CTD-ILD %% Treg,

CD25 + CD127low/Treg vA CD4 %11

H 1 CD4 +CD25 + CDI1271ow/-Treg 41 1 3% &, A
1=0. 55 =0. 58 F<0. 08
n P<0. 05 1500 P<0. 05 150
6 = s
~ £ 1000 £ 100
8 2 >
~ 4 b o
g @ 5
B ) o 500 R, a 50
. &.'.. .0
0+ T T T ] 0+ T T r 1 0 T T T 1
0 10 20 30 40 0 10 20 30 40 0 10 20 30 40

25-$ 4 FKD3 (ng/mL)

25~ %4 RD3 (ng/mL) 25-32 44 RD3 (ng/mL)

B2 25-%4 % % D3 § Treg 408 \1L-10  TGF-B #y 4 % #2047

TGF-B /& Treg & #4932 V8 7 1) 85 22300 43+, [R] B
TGF-B il i Smad {55 5 i % fi¢ #f CD25, CTLA4
GITR % Treg /3 FARIC 1K, 7E Treg 734k I 51
TR R FE SR T T 434k B Treg 38 1 430
TGF-B ZFEHLRAEH , [RIAF A Bh Treg Byt — 2404k
FIIREfg 45" . CD127 ik Fih & Treg B —4
A HE ) ABFSE R ] CD4 + CD25 + CD1271low/
- THHMIAE Ky Treg 147 53 AR i X FLE AT 5001, 45
IR 7E CTD-ILD J#F RN Treg K ILTfg M HF
IL-10 \TGF-B 7K ~F-B] AKX T xf I 41, CTD-ILD f& %%
TRINAETE Treg 40 MK T R D) gERE RS, X 5
Kotsianidis £ fJf 57 45 S A, #2718 Treg 7] it 5
CTD-ILD KA Ko #E— M M 5 B &K B, Treg
W/ [ P Bl 25-F2 4k 4R 2 D3 KO RRAIK, P R IE
HREK R, 7R CTD-ILD 34 Treg Fii (18 /> 1]
HES 25-B4EAE R D3 A, 25- 4L &R D3 Alid it
SERHLGI S Treg 4 M) 501k S D Re4E s

2554k A R D3 N AL A YA B B et
P R B AR Treg 19 S DI RED Y, CD4 +
CD25 + T Wk EL A0 AR 25-53 484 % D3 ¢ TGF-B 11y
HIBAE R 4346~ CD4 + CD25 + Foxp3 + 75 T 41
PRI 220 R KU T L R Gk 4T B
R ARG A AE 55 R R N B 25- R AR R
D3 SRR, I8 0 8 i S Bis " b g
BIT T TR B E RN Treg 97KF 2 #E TGF-B 4304
wahnt, 25-FadErk F D3 RN L R SRR i
I B R 1 B S il L R il AR | il 5
B TifE CTD-ILD W BFFe b ARFIE & B,
CTD-ILD £ /3 i 25-F 44 2 D3 B g AIXF X
B2, PR 25-524EH= & D3 JKSE /) T B&FE CTD-ILD
() &9 T Be R VR A .

AHIEAE M 485 3 7R CTD-ILD R34 Il i 25-%%
3R D3 KV 5 Treg K H ) fg P 40 i 5+ 1L-10
SEIEARSC, B 255844 3 D3 B =4 T3 Treg /K
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FEAR, 518 TL-10 J0 A f4 0k /0, 2552 4 4= 3% D3 Ald
TR B Treg 4 0 7310 S D HE 4 45 DA 1T 52 0 #1L
PRS- . ABFSE R I 255248 2E R D3 B2 i6
K T2 TCF-B 73 By />, i TGF-B 4l i Thl 2
N ARMIEETE T A0, 3 SRR T I L 0 D A
AR T RE S , [F) I BAR BT R AT 4E AL )
Treg JHELMEAZ IR, 5 L FRATTIA Y 2552484 &K D3
AR % TCF-B /K-F520 Treg 197016 K ZhfiE
4iF52 5 CTD-ILD %o, 25 4E A X D3 k=25 5
CTD-ILD % ) B 2 S PR HOK ) B ] S 26
PE RGP IHRER AL
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FLAG-IDA J5 %€ Al 24035 & fa o P i 40 i 1 3 I 8
IEGY

&'
"By oR E B2 A, ARy 065800
b BB S ER R AA, TTIIEE 062550
R G ZHERNA, TIEL 062552
e B EER AR, TiELE 062550

75 AR YT TR

RIS Hmat BEE T maeE’ T

WE B¢ 2 HEERMamMEG R (AML) %4 %A FLAG-IDA 75 £ PR F 4 F # (IDA) KA Ak 4
B (Flu) (43R03 (Ara-C) Ao ki gm i 5 % 018 B - (G-CSF) J #4746 % T R B 77 09 W6 RT AT . 7k
2010 51 A 22017 % 1 AR T P EERLZSF27600 80 4 AML B4 AR, R AMMKFT A RBFEH A
FLAG-IDA 48.(41 4]) o3+ BR28.(39 4 ) ,FLAG-IDA 40 F W A F 4o B & ML 42 E TR F R e & S A3 RE T
ﬁf#r%ﬂ&éﬁ%f?%iﬁ%/é%? SBATFRELRERAFTEAGF MR IA/DA(3 +7) F R /T4 FFLE ML 7,0

BEGAIRPEANRRERS R 2 BB LS —RiFFERTEREVERF X, A EELS — R iFF
éfﬁ, FERGITEFRTAM24 N AT, RREF AR LA NERET I, LR 2 s R 7T HRTRE., 4R
FLAG-IDA 4% — RiFEFE T BN R EME BAXE BEBEBRARAEARAENE S TR, REMEN B
TR (P 3 <0.05) 2 AH L LEMBERERBRRA LA ARZRR, ZFAARLTFEL(PH>0.05), &
FLAG-IDA % B T & /& AML & #4045 F 8 M08 57 A BUF 6916 R 77 2k, BT ﬁﬂ&iﬁ%&ﬁ%iﬁ%&%,ﬁ

X817 FLAG-IDA % %; 2B mietta oym; & R7T&L; e
HESES RSS51.3 SCERARIRED A DOI  10. 11768/ nkjwzzzz20220207

FLAG-IDA regimen can improve the efficacy of initial induction remission therapy in patients with high-risk acute
myeloid leukemia LU Meng'* , ZHAO Yao-shun®, YANG Bai-mei’, LUO Si-jun’, WANG Zhi-hua*, WU Hua-ying
WANG Fang®. 'Emergency Department, Langfang Traditional Chinese Medicine Hospital, Hebei Langfang 065800
? Department of Hemotology, General Hospital of North China Petroleum Administration Bureaw, Hebei Rengiu 062550
? Department of Internal Medicine , the Second Hospital of North China Petroleum , Hebei Rengiu 062552 ; * Department of Inter-
nal Medicine, North China Petroleum Hospital of Traditional Chinese Medicine, Hebei Rengiu 062550, China
Corresponding author : LU Meng, E-mail. wss8147@ sina. com

Abstract Objective: To analyze the clinical efficacy and prognosis of patients with high-risk acute myeloid leukemia
(AML) treated with FLAG-IDA regimen [ idarubicin (IDA) combined with fludarabine (Flu), cytarabine ( Ara-C) and
granulocyte colony stimulating factor ( C-CSF) | for initial induction remission therapy. Methods: A total of 80 AML patients
diagnosed and treated in the Emergency Department of Langfang Traditional Chinese Medicine Hospital from January 2010 to
January 2017 were included in the study. The patients were divided into FLAG-IDA group (41 cases) and control group
(39 cases) by the random number table method. The FLAG-IDA group was treated with IDA, Flu, Ara-C and C-CSF for in-
itial induction remission therapy, and the control group was given the IA/DA(3 +7) regimen composed of IDA combined
with Ara-C for initial induction remission therapy. The adverse reactions of patients during treatment were recorded, the clini-
cal efficacy of the two groups after the first induction therapy was compared,and the patients were followed up for a period of
24 months after the first initial induction remission therapy. The disease recurrence or progression of the patients was recor-
ded, and the clinical efficacy and prognosis were compared between the two groups. Results: The complete remission rate,
total effective rate, overall survival rate and disease-free survival rate after the first induction therapy were significantly high-

er, and the non-remission rate was significantly lower in the FLAG-IDA group than those in the control group (both P <
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0.05). There was no significant difference in the partial remission rate and total adverse reaction rate between the two groups

(both P>0.05). Conclusion: FLAG-IDA regimen has better clinical efficacy in the initial induced remission treatment of

high-risk AML patients and higher short-term overall survival and disease-free survival rate, and there were no serious ad-

verse reactions.

Key words FLAG-IDA regimen; Acute myeloid leukemia; Clinical efficacy; Prognosis

2 PERE 2 F 1% (acute myeloid leukemia, AML)
Je— e B AR 2 M N e B P Y I YRR, T S B
e T B8 5 L 20 P r AR, L R R, S A
2N AMLEH ALY T RN P AR L E R
(Idarubicin, IDA ) B¢ & BB fg 5 ( Cytarabine, Ara-C)
MW TA/DA (3 +7) Bl ESERT 3 d IR KT d
BT L, A7 AF 5 300 e 1 o BT A R R R
XF 3 +7 Jy S ATk  (H I RS T ROF AR WL ek
PR A e M i R O H R IA I T I Y 3 )
T, FLAG-IDA J5 48[ WA R 40 3 (IDA) By
FRIB T (Flu) BaDHEH T ( Ara-C) FIRLZH AR 7 1%
[A-F-( granulocyte-colony stimulating factor,G-CSF) ] 7
PO TR 97 5 K/ MEIR 1 AML, A #F 58 1 H] FLAG-
IDA J5 5805 (B & AT W UG 22 175 SR T 7 IS B4 it
PRI, AR SCWER FLAG-IDA J5 % TR 97 i s
AML BFEHIR TSR H TS

BRERHE

—A& A OB 2010 4F 1 H %2017 4F 1 Yy
Hih BE BB 2a2FH2IA 1Y 80 e AML & A
BEIE. DN ARRIME: DFF & e AML IS WThRiE ™"
Q@ [H A B8 UE4H ( Eastern Cooperative Oncolo-
gy Group,ECOG) P¥43 <3 43, HEBRARUE . D2t
ik 40 i 10197 ( acute promyelocytic leukemia, APL) ;
QFIEE L i B AEE E R QB IR 2 18
PRI ; @RI A HAB I R s 7™ SR - pf 22
ARG AT ; @RI RN 0% . AR SE R RS
PR 1 2 A RALHE , AT (B s m F s T 2B R 2
oo R BEHL R T R 35K 8 70 FLAG-IDA 44
(41 f51)) FIXTREZH (39 ) o 2 ZH F8 35 () — M B Rt L
B, RG-S L(P 1 >0.05) , WK 1,

Zrk A B TEIRY TR TR L kX |
EFRONEIRYT . FLAG-IDA 2B E TIRITH 1 ~
3RTEHEFLER 10 ~12 mg/(m” - d) Fliki
VLS 1 ~5 REGEPLEE 30 mg/(m® - d) #IkTHE,
YERF 2 b, BIREAE T 2 000 mg/ (m® - d) # ki I, [F]
BF RSP G-CSF300pg/ d, 2E5d X BE2H T 47

FU R BTREAL T [ 100 ~200 mg/ (m® - d) x7 d] B2
PAFLATR 12 mg/ (m” « d) x3d IR, 2 7
JRHEATVAS  RDIAF RS e #UkEE FLAG 261 ~
3 RPHISHLEE 30 mg/ (m” -+ d) ;55 1 ~5 RAEFIAL
EEFIZIJG 4 h PRI 1 ~2¢/ (m” - d) #BkiE ;IR
SRR S KT G-CSF 5 ng/ (kg - d) B2 MG ] 5
CAG TR 1 ~4 K 557 5 £ (aclacinomycin,
ACM)20 mg/d , i E ; 565 1 ~4 RETEEHITT (Ara-C)
15 mg/m?, Bz FEES, 12 /G5 1 ~ 14 K4kSE: G-CSF
Spg/ (kg + d) R ES [NAYT, AML &35 22t e, i
W B e e R 3 i T A A AR, 25 R
IR Pk 2 DL Ay 7 BT S Ak PR 3 ol 4 i A%
Tl o X TFARST AR B E AN RSO BN T 37 (1Y)
AT LU IR T OF e Hofl ALy 7 7 SR Ak 22167,
FEAEAST JE 1056 21 KA A i S il o Lo

YLESIE AR

I ST 2% - AR i 2 PE RS &R 1 I IR T i B K
FEPO O LIS — R TS5 R R LK I PR T
BT R 54 22 ( complete remission , CR) #7725 fif
( partial remission, PR) N & 2% f# ( non-remission,
NR). H @A %% = (CR + PR)/&E il £ x
100% . B A7 S8 Y7 0T e 7 e i 25 21 K
S A S i o

SVAEAE R TN : SR AR A B A
THGIRTT BACT BT ERITE] . TORRA AR A
NP ASAR CENE RN [V S i S0 L 1R

AN RN 8 s B E TEIR T R AR B AR R
BCSE, any A i AT A

BEDT TR E T AR 2T 24 S A BETT 1
6 A Al I T2 g AT BT, 5 2 A A )
2 IR TR , 10 R R S R B I O

St F oA SR SPSS 20. 0 GEitsaH i Ay
I TR (2 £ 5) R, N HEESR A SE
FEAS ¢ K s THECTTRER P BBl 1 70 B3R |, 2 1)
FEHCR R J7 K58, >R H kaplan-Meier 12 22 1 A= £
£k, Log rank x* K3 b4 i B AR 7 300 L IG 2E
FEMIRI2ZE R UL P <0.05 W& RA L5 X,
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k1 2HAEH—HERLE

B FLAG-IDA 41 (n =41) s+ (n =39) X/t A P1{i
FH(H % xs) 55.38 £3.42 56.15 £3.36 1.015 0.313
R (F])
B 29 23 1.214 0.270
=S 12 16
ECOG 4 (4,% %5) 1.15+0.27 1.21 £0.26 1.012 0.315
AML -7 (#1])
M2 10 8 2.029 0.917
M4 5 6
M5 12 14
M6 2 3
M7 2 1
MDS-AML 7 6
t-AML 3 1
BBk an A 4R (4))
B RBR(Z3ANAEERFF) 21 19 0.050 0.823
4 FLT3-ITD & iE 5% A% A 9 7 0.200 0.655
-7,7q- 2 4 0.833 0.361
1123 2E 1(9;11) 1 4 2.085 0.149
1(9;22) 8 5 0.658 0.417
5F A FE S (#])
MLL-PTD % % 3 2 0.163 0.686
ERG i &k 6 3 0.965 0.326
FLT3-ITD % % 11 9 0.150 0.698
FLT3-TKD %2 % 2 1 0.297 0.586
c-Kit ® % 14 16 0.403 0.525
AFlq £ % 5 8 1.016 0.313
B G mmI(% & +s) 70.38 +8.67 69.21 £8.93 0.595 0.554
am( x10°/L,% +5) 13.96 £2.75 13.04 £2.81 1.480 0.143
&G (g/L,% £5) 77.96 £12.17 76.02 £12.26 0.710 0.480
e ( x10°/L, % +5) 45.81 £10.23 44.92 +10.79 0.379 0.706

& R

W& B 77 3% FLAG-IDA 435 CR JKOEA &R
W5 TP IR4L () =3.859,4.195; P 1 <0.05),

NR B A% F X B4 (x° = 4. 195;

P=0.041), i

241 F PR ILE, 2RIV BEIT B X (X =

1.131;P=0.288) , i3 2,

®2 2HEBAERTRLEH(%)]

FLAG-IDA 21 x} f8. 28

BRTTA ) (ne39) X M PAL
CR 35(85.37)  26(66.67)  3.859  0.049
PR 4(9.76)  7(17.95)  1.131  0.288
NR 1(2.44)  6(15.38)  4.195 0.041

EAAE 40(97.56)  33(84.62)  4.195  0.041

B AR TR A FLAG-IDA 4 H %)
SR i 5 T PR 2H (Log Ranky® =3.875,P =

0.049) ; FLAG-IDA 4 £ 35 1Y Jo i A= A7 R R W i &y
ﬁﬁzﬁ%% (Log Ranky’ =5.075,P =0.024) , I,

R
Al 1
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100.00
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m - RA
80. 00
S
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H 40.00
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20. 00
LU 5 10 15 20 25
BHE CHD
B2 2HRELMEFRLE
RRRE ARSI RS2

S A L A 2 2L E B R A R

T M I AR R A R AR BRI K A R L

e, R B4 L (P 1 >0.05) , 1L 3,
%3 2AREFARR MR G(%)]

5 . - 4 + 0B 2]
KRR FLAG-IDA 28 »}#8n

(n=41) (n=39) X1 P
B 40(97.56) 38(97.44) 0.001  0.971
HIERE  32(78.05)  27(69.23)  0.803  0.370
B 8(19.51)  6(15.38) 0.236  0.627
FE B 5(12.20)  5(12.82)  0.007  0.933
SRR 1(2.4)  2(5.13) 0401  0.527
BARRAR  40(97.56) 39(100.00) 0.963  0.326

S

HET A48 10% ~40% 4912 AML 35 7E bR
T R RIT T RIS R RE 58 & &1t , WA
R JE R MEG M AML, A 43 A AT o e 2
i AHA A R I 50% 1Y BB 3 2 1 Bl S B
K BT e AML BB E W15 3 Z2 i ih 7 4 H.
ZEE i E D NE: 15 A

AWFFE T, FLAG-IDA J7 £4F — 97 BV IR 15
SLIEITIR , A E S SRR A RUR.
MR K T AR %, FLAG-IDA 4 (3% M7
IO R T B4 R, R FLAG-
IDA J5 AN I PRIT 0™ A 5 ), 3 43 52 Wl J8 3
RIS . A BFFE R, FLAG-IDA 7 £ HA
T PR S o ) R AL i) T AR I ]
SO0 B RS A 1 AR R ) B R DRI R RS A Y
A ) BE 4, 3 W] B2 FLAG-IDA J7 58 BT T 47 5
AR R TR AR RN EER N Z —,

SR LU R A AT A, AT A I e 5
iR, R AR BN T R AN, 22 I S M T L IR
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RTRME P A E R FAPEL 52 4], 5 RO FAPE4E 44 48], A 5F rbdx 2 48 8 & Sev0, (IVC-1vi Fo o DL 45 #a#a:
[ @445 % & T(cTnT)  WL45 % & 1(cTnl) (N-K 3% 644 Bk 7 4k (NT-proBNP) ], R A & X 4 AR HF 42w X 3R
Scv0, IVC-rvi 3¢ 52 KW FRME 69 3F4& 015 ; KB Pearson % 45 #1 & & Scv0, (IVC-rvi 5 S UG F5ARe9 A8 Rk, 4
RAFTR MM G54 17% ;5% R R4 & F Scv0, & T2a8F R M MHEA &, IVC-avi,cTnT, cTnl,NT-proB-
NP K -FA& T A2 B 5 M B E (P ¥ <0.05), Sev0, IVC-rvi M A5 B 5 8 b 69 5% 4 4 W15 5 %) 24 64.93% .
53.52% , —HBAFMNE TR LA REEL L nFnia Y  Fr Al & TaRY ST EBERAN; Sev0, 5 cT-
nT.cTnl NT-proBNP 7K-F34 2 % 48 %, IVC-rvi 5 cTnT,cTnl NT-proBNP K -F35 2 EA8 % (P 3 <0.05), %44 Sc-
vO, IVC-rvi 7 UM R F AR 2 AE MR B AT R, A =% 5 & ILE45 34 A 48 9@’
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Central venous oxygen saturation and inferior vena cava diameter respiratory variability index can predict the non me-
chanical ventilation volume response in septic shock MA Qin-gin, CHEN Chen, WU Shuang, YU Ying-hua, LI Tian-min".
Department of Critical Care Medicine, the First Affiliated Hospital of Hebei North University, Hebei Zhangjiakou 075000, China
Corresponding author ;LI Tian-min, E-mail :23697996 @ qq. com

Abstract Objective: To analyze the value of central venous oxygen saturation ( ScvO, ) and inferior vena cava diameter
respiratory variability index (IVC-rvi) in the prediction of volume response in patients with septic shock, and to explore the
relationship between them and myocardial injury. Methods: A total of 96 patients with septic shock who were not mechanical-
ly ventilated in Department of Critical Care Medicine of the First Affiliated Hospital of Hebei North University from January
2019 to June 2020 were enrolled in this study. The positive volume response was recorded as the increase rate of cardiac in-
dex=10% , and there were 52 cases in the volume reaction positive group and 44 cases in the volume reaction negative
group. Scv0O,, IVC-rvi and myocardial injury indexes [ including troponin T (¢TnT), troponin I (¢Tnl), N-terminal pro
brain natriuretic peptide ( NT-proBNP) ] were detected in all patients, and compared between patients with positive and neg-
ative volume response. Receiver operating characteristic (ROC) curve was used to evaluate the value of SevO, and IVC-rvi
in the prediction of positive volumetric response. Pearson method was used to analyze the correlation between ScvO, , IVC-rvi
and myocardial injury indexes. Results: The positive rate of volume reaction was 54.17% . The ScvO, was higher, the IVC-
rvi, ¢InT, ¢Tnl and NT-proBNP levels were lower in patients with positive volume response than those in patients with nega-
tive volume response, with statistically significant differences (P <0.05). The cut-off values of ScvO, and IVC-rvi were
64.93% and 53.52% in the prediction of positive volume reaction, respectively. The sensitivity of ScvO, combined with
IVC-rvi was similar to that of SevO, or IVC-rvi alone, and the specificity and the area under the curve (AUC) of ScvO, com-
bined with IVC-rvi were higher than those of SevO, or IVC-rvi alone. ScvO, was negatively correlated with ¢TnT, ¢Tnl and
NT-proBNP, and IVC-rvi was positively correlated with ¢TnT, ¢Tnl and NT-proBNP(P <0.05). Conclusion: SevO, and ITVC-
rvi can predict the non mechanical ventilation volume response in septic shock, and they are correlated with myocardial injury.

Key words Central venous oxygen saturation; Inferior vena cava diameter respiratory variability index; Septic shock;

Volume response; Myocardial injury
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Ligustrazine combined with felodipine enhancing anti-oxidative stress ability and residual renal function in patients
undergoing maintenance hemodialysis ZHANG Bo, ZHANG Chun-shan, LIANG Xiao-ling™ , LIU Ling-ling. Department
of Nephrology, Xinhua Hospital, Huainan Xinhua Medical Group, Anhui Huainan 232052, China
Corresponding author ; LIANG Xiao-ling, E-mail.zhangbo4076@ 163. com

Abstract Objective: To explore the effects of ligustrazine combined with felodipine on anti-oxidative stress ability and
residual renal function (RRF) in patients undergoing maintenance hemodialysis (MHD). Methods: A total of 70 patients
undergoing MHD in Hemodialysis Center of Xinhua Hospital, Huainan Xinhua Medical Group from April 2018 to June 2020
were enrolled and randomly divided into control group (n =35) and observation group (n =35). Both groups were given
basic treatment such as routine hemodialysis and felodipine depressurization. On this basis, observation group was given in-
travenous drip of ligustrazine injection (40 mg/once, 3 times/week) after dialysis. The changes in urine output, RRF, he-
modialysis adequacy [ urea reduction rate (URR) , urea clearance index (KT/V) ], peripheral blood superoxide dismutase
(SOD) , malondialdehyde (MDA) and scores of quality of life [ Physical Component Summary ( PCS), Mental Component
Summary (MCS) ] before treatment and after 6 months of treatment, as well as the occurrence of adverse reactions were com-
pared between the two groups. Results: After treatment, urine output and RRF were decreased in both groups, which were
significantly higher in observation group than in control group (P <0.05). After treatment, URR and KT/V in observation
group were significantly increased as compared with those in control group (P <0.05). After treatment, SOD level was in-
creased in both groups, which was higher in observation group than in control group (P <0.05), while MDA level was de-
creased in both groups, which was lower in observation group than in control group (P <0.05). After treatment, scores of
PCS and MCS were decreased in both groups, which were higher in observation group than in control group (P <0.05). No
significant adverse drug reactions occurred during treatment in either group. Conclusion: Ligustrazine combined with felodip-
ine can enhance anti oxidative stress ability of MHD patients, delay the decline of RRF, improve hemodialysis adequacy and
quality of life, with good safety.

Key words Hemodialysis; Ligustrazine; Felodipine; Oxidative stress; Residual renal function
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2 35 1fl W 3% 7 ( maintenance hemodialysis,
MHD) 2 2% K 81 5 i 5% ( end-stage renal disease,
ESRD) % e FEAAT R L A B Ik
(residual renal function, RRF) J2 {77 & PR ) 5% B4
TIRE , O-4 RRF XF ek MHD S5 @47 5801 4 s
A R A Y RS O R
S B AP, BT MHD 8835 U 45 % e
AL, HATT A AL B E HIFE 2% MHD 88 2% RRF H
A BN o AR SCHRAT AR A 1 2 R
SO MHD 325 AR EOCIR S S RRE Y 5200, 412
HEWTF,

BREFHE

— A IOR PEEK 2018 4F 4 F 2 2020 4 6 H i
TR R A R AR 15 5 I VBGZE AT HP >R BORH (] o5
Frs %0 MHD (B35 M BEFE X 5. M A bR : DA
%18 ~80 %, i =3 A~ H; @24 h K& =
200 mL; @& I LK, R ISR — R 245 s @R
FH— R AL SRR By a8 AR T, 2R T Bk IR = R i
Pl ,4 W/l ,3 /T o ARBFTE 2 R BEAC B2 b1 23 W
L, BE R AR R a4 HERRARE -
@A UREFE | 15 L 45 52 2 5 (A BE F2 1 A 1L T
/OB PR F8 s A ™ H B IR R e s D+
FHINF DI RE RIS # . MRS LR AR EIL AL 70 4]
MHD 5, >k I BE AL % ik 0 o Xt B2 5 004
4, B 35 B, WFFEaE AR MR B L 1), R
F IR T 6 BRI 2 BB IE , Hod Bl AS A
JE R ASPBE IO T 067, 531 1SR
REAIAT 67 B F T, 2 4L H —BHOR
HE, 2R gt (P #>0.05) , L&k 1,

7 ik

Lo BHTIRTT : 2 R — MR IR M

WARLSSEESEAGE 2022 4R £E28 % B2 M)

(BT Bl s LA AR AT FRA W) AT TR YT, R
FHBR R S AR BT IR (75 PR LR BT 8 lA PR 7))
4 b/, R/ AR S: 5 PR AT AR U e
oy & & 250 ~ 300 mL/min, % B W i &
500 mI/min,

2. WNRYT: MRA S TR EAIRE, IR
P2 BE B (BB S D5 i 254 FR A W T 2 o
H20040773 , ¥ik% 5 mg) 1 AR¥E S MLE 5 mg/d; &3
BB T AR S 2D A A i R R YT 5 & I i
R G T ORI S i (GF & WA RA W, FH2y
#EF H20153153 , 8i4% 0.3 g) HIRIAYT . WEEHTE
XF RREHIRYT 5 58 Hom FER IR N 55 W v 5 W (A R E
DA 25\ e A7 FR 2 ], [ 25 177 H20063094 , AL A%
40 mg/3) , TBEHTIRIT E A5 B 40 mg M A F] 5%
HIAPRA L 250 mL rhER KRG TE 3 /L IRYT 6 4
He

3. WEEARAR: D24 h JR4E K RRE: 4 Y B
BIHT 24 h PRI, T AT BRI # K, 53 77 46 I i
JRZ A (blood urea nitrogen, BUN) | JR ¥k JK 2% & (u-
rine urea nitrogen, UUN) | [fil JLIF ( serum creatinine ,
SCr) 1 JR LB (urine creatinine, UCr) , i1 %. RRF,
RRF = [ (UUN/BUN) x 24 h Jf §:/1440 + (UC1/
SCr) x24 h JR#/1440 /2, Q% ALIL AR AR : 733
TARITHT Ja REESME L, IR FH £ 32500 5 i 4 Ak
Yy A i ( superoxide dismutase , SOD) 25 f, #5402
23 00 52 TH % ( malondialdehyde , MDA ) , ) i%
Brse s PE E B HTET 5 IR R A, THEIRE T R
(URR) FIJR R IEBRAGE(KT/V) o @A T i : >k
FHAgE R A fAf = (SF-36 ) PPAl , A& A= BRI fig 2B 28
HARE ARSI L BB (1% ) AL 23T RE A RO
REFIAE BRI R 8 ANHERE , f 1 4EBE W 732 100 43, 15
SR, R A A TG T R R A 8 AR

k1 2UEH-—BARLR

A A ML (n=34) s} R84 (n =33) X/t 1k Pk
EXNENED) 54.29 +10.37 56.15 +8.96 0.785 0.436
B #1(%) ] 21(61.76) 19(57.58) 0.122 0.727
BMI(kg/m®, % +5) 22.15+2.73 22.76 +3.20 0. 840 0.404
EHECH X £s) 6.30 £1.95 6.52+1.76 0.484 0.630
SBR[ #(%) ] 1.230 0.942

QLRS- S S 15(44.12) 14(42.42) - -
A IR B 8(23.53) 6(18.18) - -
i R B 5(14.71) 6(18.18) - -
Z i JE B 3(8.82) 5(15.15) - -
SRR 2(5.88) 1(3.03) - -
8] ke B K 1(2.94) 1(3.03) - -
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T A B BE A BEIPURE AR AP R AR (i B B AR
A= B e B B & ( physical component summary,
PCS) , HAr 4 ANYERE SFR ARG # g BB U 5 (mental
component summary , MCS) , PCS Fl1 MCS 4543/ 5| B
%A 4 DHEEREEE ., OUEICSE 2 HiRyT
TP ROV

gitF o4 KM SPSS 20. 0 it or i Ak AT
AT P RGORIL (& +5) 2o, B LR ¢ 4G
B T HECPORI A BB R R R X KR, 3
SFEOIAG R, LA P <0.05 h2% A gt 0,
% B

J % RRF 389711, 2 IR RRF AL, 22
FEREFEGITFEL(P Y >0.05) 36575 ,2 HIK
 RRF B34I7HT TR (P 2 <0.05) , H W EL4 B
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URR.KT/V J&¥7HT,2 41 URR KT/V [, 2%
RIEBEFGITFE X (P >0.05) 3097 5, W
20 URR KT/V B3697 7 & 45w, BRI 8
TR (P 1 <0.05) , W& 3,

SOD #= MDA K-F  J4J7HI,2 41 SOD fil MDA
AP, 25 R FESITFE L (P #>0.05),
IGYT )R ,2 4 SOD JKFESRYTRI T, SR & T
STHRZH (P 2] <0.05) ; MDA 7K 489677 By P&, B
WEELHAR T BRZH (P 4] <0.05) , L 4,

4 % % SF-36 8% PCS MCS %4 JRJTHT,
2 #H 8] SF-36 i3 PCS MCS P4 b5, 2R LB &
GiiteE (P ¥ >0.05) 57697 f5,2 44 PCS . MCS
PEor 3T HUaT AR, BSR4 & X AL (P 35 <
0.05),L%5,

FRBE 2 HBEIRYT AN AR L B A

R T (P ¥ <0.05) , %2, Digei s it BAE 2R RN
k2 24187 JEREK RRF W (% £5)
Jk& (ml) RRF( mL/min)
2 %) 1) — - t 5 P1E — - t 8 P1a
BT BT )E BT A b )E
MEL 34 540.73 £97.26  406.81 £82.56  6.121  <0.001 2.21+0.73 1.75+0.58 2.877  0.005
stRE2e 33 520.51 £84.09  240.74 £57.40 15.785 <0.001 2.17+0.8 1.19+0.23 6.324 <0.001
X 0.909 9.533 - - 0.205 5.165 - -
P 1 0.367 <0.001 - - 0.838 <0.001 - -
%3 2#4%7H .5 URRKT/V lhE (% £5)
URR KT/V
28 %) ) — - i P& — - X P14
BT BT )E BT A b )E
WEM 34 0.74 +0.10 0.81 +0.06 3.500 <0.001 1.32+0.41 1.50+0.23 2.233  0.029
st 33 0.72 £0.12 0.75 £0.09 1.149  0.255 1.35£0.37 1.380.15 0.432 0.667
X 0.742 3.220 - - 0.314 2.521 - -
P 0.461 0.002 - - 0.754 0.014 - -
%4 24 50D F1 MDA KT .5 (% +5)
SOD(KU/L) MDA (nmol/L)
28 %) ) — - X Pk — - X P14
I = %I Rl
WM 34 56.12 +18. 64 93.55+20.83  7.808 <0.001 10.92+3.81 5.52x2.61 6.818 <0.001
stEgsL 33 54.31 £17.40 61.87 £10.36  2.145 0.036  11.27 £4.20 8.44 +3.28 3.051  0.003
X 0.411 7.814 - - 0.357 4.038 - -
P 0.683 <0.001 - - 0.722 <0.001 - -
%5 244V RE SF36 E% PCS MCS F 4 b8 (4, % £5)
PCS % MCS %
20 %) 1) — - t 18 P14 — - Xi:1 P1a
B IT A b= W& JT A B E
MEE 34 64.13 +6.54 60.85+5.26"  2.279 0.026 62.68+9.22 58.72+5.98 2.101  0.039
FE 33 64.70 £9. 16 52.91+9.87 5.030 <0.001 63.25+10.80 50.84+£8.51 5.185 <0.001
X 0.295 4.126 - - 0.233 4.396 - -
P1a 0.769 <0.001 - - 0.817 <0.001 - -
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RRF [ F B i, 115 W rp 2 )1 25 (14 32 380 3 1k
JRAY el A A, HL R 2 R O B I
B ORI BFE B3 Ak R GG  , RAR TS R
HMLAS PN Bz At O P98 T 45000 R e 48 A I i 25 2 o
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BT RA — 2 E T H BT R G finds 2 67
FH L JE KA YT I ) G I A2 R AR — RS
Hh A 5% 4% JR B9 MHD 8 2 1. BUN 1 Ser /K - 8
K" k% RRF A B T 0 58 0. ARF5E
At 1 5 R v SR T e P i g = MHD g8 3
URR KT/V {f, ##/R/564 HI26 A B T2 w5 BT 755>
P, HALHI AT BE L)1 25 24497 T MHD 3% 19 RRF,
MR BT 780 . BT B 17 I K 2%
SRR, MHD 235 5 AL F BRI &0 i, A TR
R, AR R, 10% ~50% [y MHD H 2%
FETE IR B B IR 28 , ELIX R R BL 1 48 0 K 3%
Wi 58 BB TR E L AT RS 5 A4
I L, 2 2H R P A 3 SR M A T I, R8¢
LS T o B4, W11 s Bl T 3% MHD
A MCS 5 PCS 74y, A RRF B9 % HEH i
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rey I R0 TR] 7 51 R Ry Ko S AN AU S 1 L AR
U HEL B RE 2 QRS 5 Y i 37 52 M PR &R

I&ET BER F4£2 B¥EE
HoTARERSHESH, HBdiEa 570208

WE A6 :5M 50 /EELEHE QRS K (QRS) AW AR F AL LM A LA b EREX G X L, F
H kB9 53 AE2019F 12 A0 TARERAHEFHIAESHLH HREF WS REEE AL
SEREFEZ24hHELELN, HEDESLERMNER, EEZES AR EHBRRMHE, LEEHACEH
fQRS & & &, % 3.90 4] (26.6% ) %% 4w & B LA fQRS, 5 £ fQRS & %481k, fQRS & & F#4 k(P =0.005),
B &) AZ 1] 24 h P30k 45 & (SBP) o473k & (DBP) 2. %7+ & (P 3 <0.05) , ¥ M % Logistic B )2 5 A7 4 R A I B
[ DBP & 18] SBP.F# dE# R R AR Ff k& QRS sk W% a B %, % A% Logistic )2 547 %=, B 1d DBP
(P <0.001,95% CI:0.901 ~0.955) ; 5# (P <0.001,95% CI:0.814 ~0.941) ; B A& (P =0.018,95% CI:1. 132 ~
3.684) L Hdn & A QRS Kk Hra B &, 4. BN RESEAMAE S hEEL SO B TRE S H
I AQRS i, R RIS E B E LR A S FIEK AL TR T8 WULF 4 5 4758 Hm

KR SHAmELM,; Fgi; RMHA; HZE QRS K

RESEKE R544.1 XHERERIRAD A DOI  10. 11768/ nkjwz22220220210

Advanced age, high daytime diastolic blood pressure and reversedipper type are independent influencing factors of
electrocardiogram fragmented QRS complex in hypertensive patients WANG Yan-ying™ , CHEN Hai-rong , LI Ming-
lan,PAN Bi-yun. General Practice Department of Haikou People$ Hospital, Hainan Haikou 570208, China
Corresponding author: WANG Yan-ying, E-mail. 15808940959@ 163. com

Abstract Objective: To analyze the risk factors of fragmented QRS complex (fQRS) and its relationship with non-dip-
per and reverse-dipper blood pressure patterns in hypertensive patients. Methods: A total of 338 consecutive patients with
newly diagnosed and untreated hypertension in General Practice Department of Haikou Peoples Hospital from March 2019 to
December 2019 were enrolled in this study. These patients had no left ventricular hypertrophy and received 24 h ambulatory
blood pressure monitoring. According to the results of ambulatory blood pressure monitoring, patients were classified as dip-
per, non-dipper and reverse-dipper. The incidence of fQRS was compared among the groups. Results: Totally, 90 patients
(26.6% ) had fQRS on ECG. The patients with fQRS were older (P =0.005). As compared with the patients without
fQRS, the mean systolic blood pressure (SBP) and diastolic blood pressure (DBP) in daytime, night and 24 h in the pa-
tients with fQRS were significantly increased (all P <0.05). Univariate logistic regression analysis showed that daytime
DBP, nighttime SBP, age, non-dipper type and reverse-dipper were the influencing factors of fQRS in patients with hyperten-
sion. The multivariate logistic regression analysis revealed that daytime DBP (P <0.001, 95% CI; 0.901-0.955), age
(P <0.001, 95% CI: 0.814-0.941) and reverse-dipper type (P =0.018, 95% CI. 1.132-3.684) were independent in-
fluencing factors of fQRS in patients with hypertension. Conclusion: The fQRS may be more likely to appear in elderly pa-
tients, with high daytime DBP and reverse-dipper hypertension. Although there is no significant left ventricular hypertrophy
in these patients, fQRS may indicate increased myocardial fiber load.

Key words Ambulatory blood pressure monitoring; Fibrosis; Reverse dipper; Fragmented QRS wave
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O I REZS QRS i (fragmented QRS, fQRS) $#278
OB PR W HE 5O WLEF Ak B2 45 s i A8 9=
PR R OCT o i O LT e Al 1Y
HEF M QRS 2wy I 8 5 21 2 171 4 185 i i)
PRARS o L R T A A R A e AR 0
(ECG) 1Y fQRS 1Y K RATARANE R, A o3 #r
e I R FQRS 77 A 14 e B R 3% S H 5 AR A B R
RAAL M ERE AR

BRETE

—fE AT PEPE 2019 43 H % 2019 4 12
1 DTN R BEBE R BE 2= ) 386 14 24 h ABPM ikt
W2 HARIRST 0 R 8, Horh 48 {91 S 8 ik B
TEWFIEZOh 46 28 1 40 0 LIS, 6 1] 58 A A
SE 4R SA% S B L QRS FZEI [A] =120 ms, 5 4
220 3 51 I 5384 (left ventricular fraction, LVEF) <
50% ,4 f5i].0> WUASE B 5 R/ a5 AR 3 ok 55 2 % 4l T
AR, 3 5 v e RO R , 2 S M i AR
T2 338 M5 i ML R R AT . ABERTIE 5%
& BEAME PR S L I S R O > 5% R S 5 2 A
SR o BEPRE SO BEPLIMLARE = 11. 1 mmol/L a4
AR MBER Y07 o RS E ok s IR i
SV > 5.2 mmol /L R %5 B2 IS 25 1 IH [ 95 (LDL)
>3.37 mmol/L  If. ¥ H il =& > 1. 69 mmol/L =% fifi
FHRERG 25 , WA e SR I SEOR R A 10 458 B
HIATSTEMCAR

Bk A JEM R R A AKX 6 L HE
T ABPM G SR HEAT @ ML A2 W7, Al T A
R IFAE 24 h NAE 30 min 3R 45 A ShIfURIC R, 8
Jil 8 BEATAE B BTG B, mE e R Zls s, R
L 70% Mid sk ICRL, W EE & 24h ABPM, &5 Ifil &
SE XCH 24 h SEI S I (SBP) =130 mmHg /8 4F
S JE (DBP) = 80 mmHg, H ] 7 5 i 4 /& >
135 mmHg#l/a% DBP =85 mmHg, 1% [&] 3 ) i 45 &
=120 mmHg #1/8% DBP=70 mmHg, #J%I%E X K
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M) R > H EMERY 10% , EF 8 & Xk 1 8] 1
JE R < HIBMER 10% , A AL 5E SR a) i T
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RECFHA B EF QRS Kegtenl A
SBEAT 12 FICHER B O L R AR o 28 Hi i 75 0 30 1]
K, 220 =R 8 SO T R e AR
Sokolow-Lyon & % #1/8%, £ ¥ 22 0> % Jit & 35 Jn
>95 g/m’  HF BN EAG I B 4k > 115 ¢/m’ . fQRS
P22 IR Das 2517 2006 4F i 5 (14912 W A v
OFE TR 2 kA i DX sk AH X 07 8 2 A4S sl AL S Bk
(HIBE VI ~ V5; FEE I I .aVF; il B2 T,aVL V6),
A I O 2 AEER QRS i = Al 2 AH I ; @t
YR = FH9% 2 RSR U, il Z AR 5 Z M H H
ROUEEL S P 09 Z AN V1 S E B, S U Y1k 2 &
ARG OF A BONEA g B, q BT REAFAE R
A A1 Bl ; @HERR ¢ P siA 2 et R
A% S BHI Ko 2 N BHAT , QRS JEETFR <120 ms, Ui,
K1,

Gt F oA SRH SPSS 22,0 it # it AT
ST ESE R TR B (2 +5) FoR AR IESR
I3 AT AR DL PR (Pos ~ Pos ) 7R, I T 22907 ot
K45 Mann-Whitney U Ky 35 47 H#K . o0 2848 &
HE R ATE 43803, R 7 R 5 51 Fisher A5 86 K
B TR . RIHZ I logistic [ 5 40#7 ( LI Y
IR A2 BN i QRS 5 1 A5 = 1) #H 56
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H Fe o fQRS k& F ey 45 /e 338 i i, 90
#1(26.6% ) & L E B IQRS, 557G fQRS i
AL, QRS MBF WAL, H 1] L [H]F1 24 h Py
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A FF5K EI{E ( H | DBP - 7% [ DBP) Lt , 22 A7
Gt R (¥ P<0.05), L5k 1,
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kB QRS ok ey W Z 547 KR 1
BEITFR AR R A F L R Logistic [B])54)
Br B fQRS I /E hy PR AR 8, B AR S L 1R 1 B A
24 h3E-5 SBP il DBP 1}y [ A5 i 17 B H 22 Logis-
tic [A1J9 50 M7 & B . H 6] DBP % [0] SBP AF#%  AEHY
RSO = IR R QRS i By R, L3R
2,

S EBE QRS ko 4 WESH HEHEK
Logistic [81343#7+, H [ DBP( P <0.001,95% CI ;
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0.901 ~0.955) | 4E % (P <0.001,95% CI 0. 814 ~
0.941) JTAKI(P =0.018,95% CI:1.132 ~3.684)
FE R LR QRS PSR, WK 2,

it

ARG H ] DBP AR | SR 7 S 5
% fQRS W ST AN E . QRS MR —Fly
e 5 5, 2O WU IR T 4k A B B s, 5 7
W D SRR SRR DR R R

%1 HFFL QRS ¥ &4 AL

EFE & fQRS % (n =248) A fQRS 5% (n =90) P
FH(F) 51.9 £4.2 53.6 £4.0 0.001
[ 4(%) ] 113(45.60) 45(50.00) 0.471
i [ #1(% ) ] 54(21.80) 19(21.10) 0.896
AR B Bk [ 48] (% ) ] 32(12.90) 19(21.10) 0.063
FIA[ 4] (%) ] 63(25.40) 25(27.80) 0.661
AR H1(%) ] 135(54.40) 33(36.67) 0.012
EHBH(%) ] 65(26.20) 25(27.78) 0. 624
BAA[#1(%) ] 48(19.40) 32(35.56) <0.001
24h %3 SBP(mmHg, % +5) 138.7 +3.6 142.7 £4.6 <0.001
24h %% DBP(mmHg, & +5) 84.9 3.3 86.8 £2.7 <0.001
g 14 SBP(mmHg, x +s) 142.1£2.6 139.0 5.2 <0.001
B 14 DBP(mmHg, % +s) 87.3£2.6 89.0+2.6 0.002
7 J7] SBP(mmHg, & + ) 129.0 £7.8 137.3 £5.9 <0.001
718 DBP(mmHg, % +s) 79.7 £3.0 84.4 +3.0 <0.001
A 1% % & (mmHg) 8.0x1.0 9.0+2.0 <0.001
A 477K JE (mmHg) 3.5+1.5 6.0+3.0 <0.001
LVEF(% ,% =) 61.8 £3.4 62.3 2.7 0.231
&G (/L& +s) 129.9 8.3 130.3 9.1 0.700
G ( x10°/L, % £5) 7.1+0.8 7.2+0.8 0.239
WUEF (umol/L, % +5) 69.9 £7.0 70.0 £6.7 0.958
LDL( mmol/L, % +s) 2.7 +0.35 2.7+0.32 0.740
Hih = B (mmol/L, x +5) 1.3+0.3 1.4+0.3 0.002
HDL(mmol/L, % ) 1.6+0.3 1.6+0.3 0.760

%2 QRS B H %R % H % Logitic [ )34

. & E2: ks

= OR 14.(95% CI) P14 OR 15.(95% CI) P14
EEN 0.911(0.853 ~0.972) 0.005 0.875(0.814 ~0.941) <0.001
24h F 3 SBP 1.536(0.795 ~2.967) 0.417 - -
24h 73 DBP 1.618(0.680 ~3.847) 0. 134 - -
A 5 R 1.412(0.789 ~2.527) 0.245 - -
A AR E 1.478(0.991 ~2.205) 0.055 - -
H 5] SBP 1.844(0.647 ~5.652) 0.074 - -
H j4 DBP 0.855(0.786 ~0.931) <0.001 0.783(0.901 ~0.955) <0.001
72Ja) SBP 0.955(0.932 ~0.979) <0.001 0.927(0.708 ~0.866) 0.057
7L J% DBP 1.280(1.107 ~1.480) 0. 127 - -
# A 1.923(0.785 ~4.710) 0.152 - -
B FLE 2.098(1.107 ~3.975) 0.023 1.503(0.832 ~2.715) 0.177
BA A 1.939(1.277 ~2.943) 0. 002 2.042(1.132 ~3.684) 0.018
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AIE 25 ol L 205 FR A RS RS A O
QRS /2 e I s S 7 7 % o 5 P 7 2 IS T2 48 o 1
Febn o R R AR LA A2 2, AR ALY I D
LY MZE 4 VR A BRI P R e R Y
FEFIN Y A g MR R B e I R TR 1Y
FEPIE IR, K 22 B0 A L2 W
i O R, IR A AR R
L PRI B SO B A R AR, p A RO 8 0
PEAE X 0.0 IR 19 A8 A 32 B2 B T A 0 IR 5 |
RIS R TR RO L R A
WA 22 3 B, IRt QRS nl BeA B THE 72 %
IV A2 A TR e A6 e ML R

AWFFE R, B L R LR R fQRS KR A
TR, S SO B v i T R85 0 LN B 21 Ak 171
iy ] BB e o L P A AT AR S P R R 3 ) L
e FEE S R 73 3 TR i S T 4 A
YT ]2 i R PO RTINS 0 A L E v 2
B 1A) L 57 58 O LT 4 7 g v 17 ik 5 AR
FER—B I, SRR i He AR =mT AT = 1
Fe IR o I HROP LI AR R i SO0 e i
Fs 32 13 9 XU A Al o B 2L e il AR A 20
FAEREAOLT o SR RO A BT 0o
B RFIET RS a8

2 £ T

I B#RFLLGEX,F aRXABFRABKFL HhEE
Hofn BT F AR5 AT[T]. AR S R E R 4 E,2020,26
(4):280-282,324.

2 Webster J. Ambulatory blood pressure monitoring in pregnancy:a bet-
ter guide to risk assessment? [J].J Hypertens,2019,37(1) :13-15.

3 Shulman R, Cohen DL, Grandner MA et al. Sleep duration and 24-hour
ambulatory blood pressure in adults not on antihypertensive medications
[J].J Clin Hypertens ( Greenwich) ,2018,20(12) :1712-1720.

4 Anstey DE,Muntner P,Bello NA et al. Diagnosing Masked Hyperten-
sion Using Ambulatory Blood Pressure Monitoring, Home Blood Pres-
sure Monitoring, or Both? [ J]. Hypertension, 2018,72 (5): 1200-
1207.

5 Kucharz A, Kulakowski P. Fragmented QRS complex in patients with

implantable cardioverter defibrillator-Prevalence and predisposing fac-

MRS AL 2022 4F 5528 % SR 2 M)
tors[ J]. J Electrocardiol ,2018 ,51(5) :913-919.
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Circulation,2006,113(21) :2495-2501.
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5 Glasgow Tl J5 140 5 2 M 56 ik 2% & 1E B 35 1Y
2RI T R AL ML A8 T2 M7 A

IR EFRE IFH KB st
B TARER(PHXFHBESERBERER) XE7FA, 5882 570208

E B 483 Glasgow FE 5 (GPS) 5 &M AR Z S 4E(ACS) B4 R R ARG X &, ik E
2016 -6 A 22018 46 Ao TARERM SN ACS &4 593 6, AR ¥, 5 GPS & L4 GPS=1, 593 #]ACS
BH o2 4.GPS=0 (424 #),71.5% )= GPS=1 £8(169 4] ,28.5% )., RREFEAH R AAH AR THI S R
BRTR EP IEEB R hE R, SRR A (IPTW) 547 R A B AR T2, A
Kaplan-Meier W 2% & T FF & A &, 28593 4l &4 Pz 1.7 %, GPS=0/ CPS=1 ¥ E X RE B AL %
A\ A 4% F= 8.9% , Kaplan-Meier 9 &% 547 27 ,GPS=1 A REFEFRAR AT ELEIAANEEFZH T GPS=
041(P 3 <0.001), IPTW 54 2 5: % GPS 5 & &9 R BTG & £ % (HR:2.206;95% CI:1. 085 ~ 4. 486; P =
0.029) % &84 B e % (HR:5.963;95% CI:2.068 ~17.190; P <0.001) F=4% & 45 0. % 78 == % (HR:6. 122;95%
CI:1.882~19.914;P =0.003) sk 240 %, 4% .5 GPS 5 ACS B X WA RA TR hE AT EIMIME, GPSH
BT ACS B F et &,

XK Glasgow 45 SBRAEMREASIE; RREFE

FESES R543.3 XERFRIZES A DOI  10. 11768/ nkjwzzzz20220211

High Glasgow prognostic score was independently associated with all-cause mortality and cardiovascular mortality in
patients with acute coronary syndrome WANG Kang-ming* , JI Jia-chai, WANG Qi, LIN Zhen, ZHU Ye. Geriatrics De-
partment , Haikou Peoples Hospital ( Central South University Xiangya School of Medicine Affiliated Haikou Hospital) , Hainan
Haikou 570208, China
Corresponding author: Wang Kang-ming, E-mail: hkwangkangming@ 126. com

Abstract Objective: To investigate the relationship between Glasgow prognostic score ( GPS) and poor clinical progno-
sis in patients with acute coronary syndrome ( ACS). Methods: A total of 593 patients with ACS admitted to Haikou Peoples
Hospital from June 2016 to June 2018 were enrolled. In this study, high GPS is defined as GPS=1. They were divided into
two groups: GPS =0 (n=424, 71.5% ) and GPS=1 (n =169, 28.5% ). The main outcomes were all-cause and cardio-
vascular mortality, stroke, stent thrombosis, and target vessel revascularization at 12 months. Inverse processing probability
weighted (IPTW) analysis was used to adjust the potential confounding covariates, and Kaplan-Meier curve was used to re-
present the incidence of events. Results: All 593 patients were followed up for a median of 1.7 years. The main outcome
rates of GPS =0 and GPS=1 were 4% and 8.9% , respectively. In Kaplan Meier curve analysis, the main outcome and all-
cause mortality in GPS =1 group were significantly higher than those in GPS = 0 group within 1 month ( Log-rank P <
0.001, P<0.001). IPTW analysis showed that high GPS was independently associated with higher main outcome ( HR:
2.206; 95% CI. 1.085-4.486; P =0.029), higher all-cause mortality (HR: 5.963; 95% CI. 2.068-17.190;P <0.001)
and higher cardiovascular mortality (HR:6.122; 95% CI:1. 882-19.914; P =0.003). Conclusion: High GPS is independ-
ently associated with all-cause mortality and cardiovascular mortality in ACS patients. Therefore, GPS is helpful to predict
the mortality of ACS patients.

Key words Glasgow score; Acute coronary syndrome; Poor prognosis

201 i Bk £ & 1iF (acute coronary syndrome, R0 ACS BE M RAF RS /)2 T H X ACS 35
ACS) XS 43 2= T Re A B TORARIG I FIPPA B0 AYBENAET R AR ) 32 2R )0 E =4 (major ad-
G A K2R (Global Registry of a- verse cardiac events, MACE ) 45 K i i Bl g 12,
cute coronary events, GRACE) |Ilff K SYNTAX 2537/ Glasgow i J5 143 ( Glasgow prognostic score , GPS) J&

"B AEVE# . £ S E-mail : hkwangkangming@ 126. com, #2 % £ 2 R & H AR KiE 43 5
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AT S BUR T4 RIE, A T
FIAKER) . ASCER GPS X% ACS M #1551y
H W (E

BRERHE

—f R e 2016 4F 6 % 2018 4 6 it
FT R B BE OB A7 28 B & IR 3l Ik A (percuta-
neous coronary intervention, PCI) J& J7 ¢ B2 & 1071
), [Rl i 452 7 SO BT I/ MR EIRTT . A PR :
Wi R ST B3 15 B0 LA AL (ST segment elevation
myocardial infarction, STEMI) | JF ST B 5 &5 4.0 L
FEZE (non-STEMI, NSTEMI ) Fl A £ i A4 .0 20 &
F s HEBR AR A0 28R (239 i) | JGRE R Bl (23
B LA ERZE RS8R (43 491]) A I L35 1 2
5 C WA (CRP) K (173 f5]) 2, e A
593 5 AT HEA T ST .

GPS 2 £ A6 R2ER# F15€ GPS W43 3 4
S48 GPS =2, CRP Jhi ( > 1.2 mg/dL) FIE &
FIIMAE ( <35 ¢/L) ; GPS = 1: CRP Jh3& I 4 1 1fiL
JiE ;GPS =0: CRP 1E# HICARE (I MLAE . 1EAHIST
Hr,GPS =0 24 (424 f1],71.5% ) ,GPS =1 #H (38 4],
6.4% ) ,GPS =2 # (131 f4],22. 1% ) ,#% GPS =1 Fi
GPS =2 i—IH M= GPS 4H(GPS=1) , ARTFEH
F5 12 A A &EBET: GOUEPESE T A AR AR
JIC AT 1L 45 1132 7R 43 (target vessel revascularization,
TVR),

IR BIBPERAR A B F AN D SEit
FEbR H R 25 R 28 IR A SR | 1A 48 2 (body mass
index, BMI) S50 28§46 (A0 4 L2026 1 L i/l
VY P IR X A1 A -4 S NI N N S i - I %
iR S I A e = | WA N i A VA Y v
( platelet response unit, PRU) " K 5tk 2l ik i 5% 45
o it GRACE PRt R 0 2. Vs 12 A,
TR AT 12057 JUAFFE 2Rt 11T N\ RS Bt 3
Ze oAt A s IE R A U F AT

it F o4 SRH SPSS 23.0 Giit r i F kAT
M, LR T (& £5) FoR, AR FEBCR T ¢ 4G
B, o327 DIBIECE A A0 8RR I R 5 R
By Fisher fEAAA T AT UHL . I R 45 R £ 8 Ka-
plan-Meier 1 I % , 3 ] Log-rank £ %6 it 17 L 452,
K H COX [m1H 43 HF GPS X AN Kt PR LA A4 5% 1
KB ER Cox [m1H 73 Hrff i (i & 78 B R4 70 b 3
BEZINAL (TPTW ) AL 1E 538 (P <0.05) o 1155 KU
FE(HR) F195% Al {5 X 8] (CI) o Lh P <0.05 225

WRISEEIEAGE 202248 28 % A2 0]
CEMES-9E
& R

AR iAo ¥ A d YA 593 B3,
PiBEDT 1.7 45, GPS=1 4 B 4F IR K, B T g
ANA R A, A5 IR OBE L LI A PRU 34 A 5,
GRACE 1143455 . GPS=1 2 NSTEMI ) % 4= % i
WET GPS=0 4, GPS=1 24l HIRA%, f 45
B SZAARBH ) (Bl & VAR M7 T 2K 254 , i 41 85 (7K
S-A vy AR B RS A (A [ B (LDL) AH i =K 7K
AL, WA 1,

IERZER  GPS=1 YA RS &4 R
T GPS =0 41, &AL T- MO ML SET- 10 &A%
BEER, IPTW M B8 & GPS 5 AR FiR &
R AR B B 4 R AE T S5 RN 38 i (1) 00 I A AE T 3%
M7 AH G, W3R 2, Kaplan-Meier fifi 25 53 A1 7R,
GPS=1 AR TUEMEFEETRE T AN
285 F GPS =0 4] ( Log-rank P <0.001 P <0.001)
L ANHE2 408 R e RIET R L, 22 5%
TG 3 X (Log-rank P =0.458,P =0.183),

TLHH  WHT R E GPS 55 M HER
G FI BMI<<23 fit) =45 0 2 A 7778 1B 8 A0 e, W
3, I WA AR WA E A A EAEH

it i

TEABIZE A ACS 3517 PCLIRYT Y GPS
FIEAG I R T , £ 29% (1) ACS FE 78 A B 9
1 GPS, 54 PRAE T 3R A0 I 76 1 5 KU 386 i A
Ky ABERT GPS=1 (R #E 1 A~ H NMSET R B
BT GPS =0 [,

GPS 254 T IiE CRP M 8 F/KF-, J& 4 AE M
BIRRGL I B — AR AR . BFSE R ACS B3
() RAIEVR ST, & P RIEAR B 5 ACS AW
KIgET-54 % CRP 2 [ 4 E IR 25 85 4 FH Y
AR bR, A 5T &L ACS B L CRP ¥ i 7
B EARBUREIRIES . sah, IR 3h ko s
# CRP AR5 sh Kok RERE AL i ™ B AR B O LR
M IRFERR FEAH DG S E A B A2 48 448 it PR 5 4 1
A E-6 (IL-6) AR A L . EIRA R g ACS
SR SET ST fE R R (R R — Rz N A
RIS SRR bR , FOR A8 22 10 UE 48 2 B L3 1 28 7 KR
Wt %5 4 i T2 J3E B B85 A TG A AER 1) AR K BB
HF) GPS J& ACS f 3 AU T3 (1) Al 57 W R 7, 5
GPS 54t GRACE XU P/ 4% fe i) 245 4 A
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%1 GPS=1 441 GPS=0 A5 KiFp Lk %42 ILE
I H GPS=041(n=424) GPS=1#41(n=169) P14
EXSENED) 62.6 8.0 66.9 £8.9 <0.001
BHH(%)] 305 (71.9) 122 (72.2) 0.950
BMI(kg/m®, % %) 23.5£3.1 23.9£2.7 0.115
B E[(4(%)]
& R 256 (60.4) 108 (63.9) 0.426
A Jr 117 (27.6) 59 (34.9) 0.078
B 265 (62.5) 98 (58.0) 0.309
Tk [#1(%)]
s JIUAE 52 13 (3.1) 4(2.4) 0.789
TR IR FEeAS AR 1(0.2) 1(0.6) 0.489
B o 5 5% 34 (8.0) 21 (12.4) 0.095
KR4 42 (9.9) 45 (26.6) <0.001
B AWM BI(%)]
(SR N =R 273 (64.4) 88 (52.1) 0.006
ACEI % ARB 308 (72.6) 113 (66.9) 0.162
I &) IT Ak 421 (99.3) 159 (94.1) <0.001
toiT K2 354 (83.5) 120 (71.0) <0.001
FHEME (% xs)
&8 (g/L) 130.6 £17.9 138.0 +16.8 <0.001
o ARt 4 ( x 10°/1) 244.5 +33.8 246.5 +41.8 0.545
% M o 5 (mmol /1) 8.6+2.6 10.7 +3.2 <0.001
WAL EG (%) 6.8x1.1 6.7+1.0 0.373
A2 WLEF (mol/L) 96.2 +22.5 112.9 £26.0 <0.001
LDL-C( mmo/L) 3.2+0.7 2.7+0.6 <0.001
it = &5 (mmo/L) 1.7+0.3 1.6 £0.5 <0.001
PRU 220.0 +56.4 232.82 £51.6 0.011
GRACE #4 (%) 128.2+24.9 148.3 +31.9 <0.001
B[4 (%) ]
RS KR 187(44.1) 73(43.2) 0.840
NSTEMI 78(18.4) 45(26.6) 0.026
STEMI 159(37.5) 51(30.2) 0.092
% X mERE 253(59.7) 111(65.7) 0.175
%2 FEEWHER
5 e GPS=04 GPS=14 P& Pk IPTW 8 3 /5 ) o
(n=424)  (n=169) HR 14.(95% CI) HR 15(95% CI)
RREE 17(4.0) 15(8.9) 2.349(1.173 ~4.705) 0.016 2.206(1.085 ~4.486) 0.029
AT 5(1.2) 12(7.1) 6.477(2.282 ~18.387)  <0.001 5.963(2.068 ~17.190)  <0.001
NS Ty 4(0.9) 10(5.9) 6.784(2.127 ~21.632) 0.001 6.122(1.882 ~19.914) 0.003
e 7(1.7) 2(1.2) 0.790(0. 164 ~3.805) 0.769 0.861(0.177 ~4.187) 0.853
XR N Mm% 3(0.7) 2(1.2) 1.834(0.306 ~10.973) 0.507 1.889(0.316 ~11.304) 0.486
Yo 3(0.7) 1(0.6) 0.937(0.097 ~9.008) 0.955 1.000(0.103 ~9.669) 0.999

E AR PR B 358 B 2K M AL T 3] I8 4k 43T Hb FBS,Cr.LDL-C.TG .PRU.GRACE %4, NSTEMI i# 4798 %
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%3 TR
. GPS =0 #1(n =424) GPS=1 41 (n=169) HR 45.(95% CI) i
FhHA/ RAEH HFFH FHEEEHK EFFH

Fh <65 ¥ 4/248 1.61 3/70 4.29 2.68(0.60 ~11.97) 0.197

F# =65 ¥ 13/176 7.39 12/99 12.12 1.79(0.82 ~3.93) 0.15

B 11/305 3.61 10/122 8.20 2.38(1.01 ~5.61) 0.05

ok 6/119 5.04 5/47 10. 64 2.26(0.69 ~7.42) 0.18

ER Y 12/307 3.91 7/110 6.36 1.69(0.67 ~4.30) 0.27

e s 5/117 4.27 8/59 13.56 3.50(1.14 ~10.71) 0.03

F=F:y:3 0/168 0.00 3/61 4.92 -

H % o B 17/256 6.64 12/108 11.11 1.80(0.86 ~3.76) 0.12

KR B 9/382 2.36 4/124 3.23 1.41(0.43 ~4.58) 0.56

EEZ K o S 8/42 19.05 11/45 24.44 1.46(0.59 ~3.63) 0.42

BMI >23 9/164 5.49 7/71 9.86 1.89(0.70 ~5.08) 0.21

BMI<23 8/260 3.08 8/98 8.16 2.82(1.06 ~7.50) 0.04
FET- A & AR R ST A 6. /R48 GRACE Fll SYN- ST Hds &2 G MAR L & 4 TUG 69 T A A4 (1], o B B e

TAX P43 R 402 ACS BAE R KU 20 )2 T E 1
& GPS H. GRACE 1 SYNTAX $F43 5 25 5 3 B

CRP J& —Fh M B 11, 2 BEAE T e 7= A, X
IL-6 S5 5 VAN 1A RN, & RAE A FE AR Y,
TE SR RAE A A, B B e R0 1l 4% T o e o 224
FHo 78 ACS w38 i B A I/ AT A A 4 I 45 1l
T = 5 A SR R e A (7% i A S UL A0 e R e TL-
6, T Tt i CRP & 5, 52 A AR I B RN 58 A 119 0%
PEAEFR o AN, L3 AR AT I/ R SR SR
I A B PL R AR T AR 2 R, 454 I
T P B K SE A1 CRP #t sy GPS 1 LLITEAL ACS g3
78 SR AR AR o

2 £

1 Alamoudi BM, Ibrahim NK, Kalo BBM. Are proton pump inhibitors a-
mong the risk factors for acute coronary syndrome? A multi-centric
case-control study between patients attending governmental hospitals in
western Saudi Arabia[ J]. Saudi Med J,2019,40(11) :1098-1104.

2 Grosdidier C, Blanz KD, Deharo P, et al. Platelet CD40 ligand and
bleeding during P2Y12 inhibitor treatment in acute coronary syndrome
[J]. Res Pract Thromb Haemost,2019 ,3(4) :684-694.

3 Srivastava PK, Fonarow GC, Bahiru E, et al. Association of hospital ra-
cial composition and payer mix with mortality in acute coronary syn-
drome[ J].J Am Heart Assoc,2019,8(21) :e012831.

4 FAEBL BB, R, F AT RGBT IE T E K

&SN AHIE R 2 & ,2020,27(1) 1 14-19.

FAL HTWE, EHE E. AR BRI SIS %ﬁz)ﬂ

JRF R A k) 25 2F BT 8] I Ak B A A A& 28 8- o S AR AR R 0w

[J]. P B& k2522 5 4 & ,2020,36(9) :1051-1053.

FRAL, 3R SRR R, . TR REBRAS B o Bk Rk &R0 B Ab

R RGARESITT]. WA ST 5 %,2018,24(1) :34-

37.

Umrani S, Jamshed W, Rizwan A. Comparison of atorvastatin and rosu-

vastatin in reduction of inflammatory markers in acute coronary syn-

drome[ J]. Cureus,2020,12(11) :el1760.

Wang W,Ren D, Wang CS, et al. High sensitivity C-reactive protein to

prealbumin ratio measurement as a marker of the prognosis in acute

coronary syndrome[ J]. Sci Rep,2019,9(1) :11583.

Sreemadhuri Y, G SD. C-reactive protein for risk stratification and

prognosis in acute coronary syndrome[ J]. J Assoc Physicians India,

2020,68(1) :57.

Tran HV , Waring ME ,McManus DD, et al. Underuse of effective cardi-

ac medications among women, middle-aged adults, and racial/ethnic

minorities with coronary artery disease (from the National Health and

Nutrition Examination Survey 2005 to 2014) [J]. Am J Cardiol ,2017,

120(8) :1223-1229.

Fedorova SB, Kulagina 1V, Ryabov VV. Hemostatic gene polymor-

phisms in acute coronary syndrome with nonobstructive coronary ath-

erosclerosis[ J ] . Kardiologiia,2019,59(10) ;14-22.

Fortuni F, Crimi G, Morici N. Assessing bleeding in acute coronary

syndrome using the Bleeding Academic Research Consortium defini-

tion[ J].J Cardiovasc Med ( Hagerstown) ,2019,20(12) .818-824.
(2020-04-16 kA% 2021-01-24 5= )



WRSfEEIEAGE 2022 48 H528 % A2 )

Il ¥ LP-PLA2 . MDA ,SOD

137

L LPO 7K - ] PF A4

ZorkAE ST Br e B0 RIS H 3 1 P 2 g™

WA
A E A, T A

AEg Fm EER* R
eMTERSER | EFEFA

BE B AT EE ST &35 5 A LA 58 (NSTEMI) & & & & B &

061001

G H0 £ B g B A2(LP-PLA2) (/& =

(MDA) (A& B ALY AL (SOD) (g i AL (LPO) 7K 3 R A 2 ik R B & -1 (ET-1) a9 Faml 48, 7 i e

2019 £ 3 A %2020 53 Ak
A 84 i e & R 60 ) AE A ik He g,

A NN A S e e
HH7 2P NSTEMI & % fo 7% LP-PLA2 MDA .SOD.LPO K -F X5 A ik sh 4k th 48 %

# 2P NSTEMI % 2 60 4] 4F 4 #F 50 40, 7 i IR ) A 4 b

M, 4R B f s LP-PLA2 MDA LPO ET-1 K- & T4 f 0, SOD KP4 T e (P 3 <0.05) , AFRAZAR
FRREARE S LHREEF o LP-PLA2 MDA LPO ET-1 R+ Z T L LR EEF LS I RmTEZHTREIFHE

S RRARIRE 5 AT
0.05) ., Pearson#g % ﬂi/\ﬁﬁ'm_ﬂ‘ o

0.001; r=0.479,P =0.002) ;SOD 5 ET-1 £ #i48%(r= -0.551,P =0.001)
PLA2 MDA SOD.LPO 548k , vg 5 & Al 5f & b NSTEMI % % P 5 2 #0933 4% A4 % (P <0.05) .

&4 SOD K-PIKTH A%
LP-PLA2 MDA .LPO 5 ET-1 £ E48% (r=0.334,P =0.009;r =0.59%,P =

BE AL IMmEBERTREIBEEE(PH <

ROC th & 2 #r45 R 27, 5 f iF LP-

b o

# LP-PLA2 MDA (SOD LPO K- £ &bk NSTEMI & &P £k % , A5 & Ak hieAa X, THA TG &L AL

SIE I

XA BE

FESERS R542.272 XEkFRIRAS A

ZiM3E ST B s = 800 LS BE ( non-ST-elevation
myocardial infarction, NSTEMI) B #& &% 2 . i85
O 2 ST REGE, RIS R o2,
AR TR EBUG" o RTS8, 3653 Atk
NSTEMI S5 A7 75 A SR A PR H R K A 4 S P O
HL AL, B o th e (k12 . B, BEE X 2k
NSTEMI [N W 8 A58 4 B, M0 119 % 22 5 P B
DIREBDIA G, 2RI IN 7 5 %3k, Aoy
Btk NSTEMI i 2% 1fil ¥ A 25 H AH OC B A5 i A2
( phospholipase A2, LP-PLA2) | [N — i ( malondialde-
hyde , MDA) #8 &4k 415 fk it ( superoxide dismutase,
SOD) i Jstad % 4 (lipid peroxide , LPO) /K5 4
B IIREN B2 3R -1 (endothelin-1, ET-1) fAH I, il
R R iz it 2%

ARETE

—fE A HEE 2019 43 H % 2020 4E 3 A
ST O BE B 2 AT BE 2= BHIRR 9 NSTEMI B8 25 60
BIWENBFFEAL, Horp 5 38 fi], £c 22 fi], 4F % 53 ~
78 % 1 (66.25 £3.25) &, E AT (75. 56 +

*
gl

TAH £ 2% B (No:162302149)

w

&R

GAAKBEAE B A2; RS AR HACE ; ALY MRk &kkdE ST B3s S AL LR T

DOI  10. 11768/ nkjwzzz220220212

2.56) kg, #4 Judkin SEEAR SR S LR | BA SR
75 25 4] XS AR 20 ] %3‘{%* 15 fﬁJ 73 B HL
T 0 e R A ARG, %) e B A B 60 AR Ay fe B2, Hovp
B35 5, 2 25 ], 9% 55 ~ 80 &, -4 (65. 15 +
2.11) %, FH 1A (76. 88 +3.25) kg, 2 4 —f¥
B, 225 G EE L (P ¥ >0.05) , LAV
Ptk ARWFFY 48 R Bi A BE 23 5L s b, T A F 58 %
S F BB AN I W E T

NG HRARE  PARRUE IR AR E LT
A (IR ST Brda i B 2otk el 4R 2h Bk 25 & Ak 12 W i
FFFET (2016) ) rh ¢ NSTEMI fy32 b o, HiE
R M I SCREe S e PR 1 5 B S g
JIEARE 5 &P kM O g 5 iy 3 5 00 JUE R ASs 27 5 A
W o (B TC O AP 5, B AR

Zrik SRR 2 WS R RFR KL, B — Ik
PERIBTEE R AR AE, LA 3 000 r/min 5 8 5 MJL%‘
3,10 min J57, 508 7, 78 - 80C I Af ., K
FHTE IR f2 92 W2 BiF 5 (ELISA) A5 ifn ¥ LP-PLA2 |
MDA SOD ET-1 7K~V ¥ fr il £ 1 s W8 T % R
Je OB R &, PRiC bR AR, RIVERR RS, L 122 1Y

B
A% AR &, E-mail ; gkug33@ 163. com, 7 b 24 7 M 1 #74L B3%- 16 5
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s T TR PR iy 5 70 S 7 F L AR VR A K A 1)
D L3 B2 AR i 100 /AL, ik 37 °C 1H I 0 & 46
R E 2 h FH L UEBOK SN AR VE 3 WU, i
ABUE TAEW (1:100 15 B )5 ) 100 pl/fL, & T
37CHEEM T A IR T 45 min; 4k 227 Bk W AR
4 e, FERV AL A TMB %3 100 pL/fL, & T
37°CIEEIE T # DR E 45 min J5 76 LA ITA
2100 L/ L LAZE GE SO, 7E 450 nm 57 430
W GRE , 2825 Wil hn v it Z6 1T 1L 7E LP-PLA2 MDA |
SOD ET-1 7K~F-, R Mgk R B H A LPO
KF

goit F o4 RH SPSS 20. 0 Giit @3 AF k1T
SR R BERER I (& £5) TR, HRILBCR T F
{ELRZ B0, 2L 1] LR FHA ST AR AR ¢ K56, AH 5GP R
Pearson #HGHEMHT, UL P <0.05 HEFA Gt # =
P
& R

A% LP-PLA2 MDA .SOD LPO ET-1 K-F Hf
YA I LP-PLA2 MDA .LPO ET-1 7K°F & F it )¢
2H,SOD KR TR (P ) <0.05) , L& 1,

B34 % # 7% LP-PLA2 MDA, SOD. LPO.
ET-1 KFE5ZRFRABRRERENG X Z IR

WARLSSEESEAGE 2022 4R £E28 % B2 M)

BIKAIR AL | 22 378 Il LP-PLA2 (MDA |
LPO (ET-1 7KV TS0 AR (B3, 2 3w R iR
1o TR AR 8 el R B KOS S AR 2 S AR
H SOD AR TS0 8 3, HL 22 30078 IR
TR (P <0.05) , Lk 2,

2 3% LP-PLA2 MDA .SOD .LPO 5 4.4 NSTEMI
B ET-1 Z 8 a4 %04 Pearson AP 43HT
7%, ML LP-PLA2 MDA .LPO 5 ET-1 & IF#1%
(r=0.334,P=0.009;r =0.59%,P =0.001; r =
0.479,P=0.002);S0D 5 ET-1 2 H A% (r =
-0.551,P =0.001),

7% LP-PLA2 MDA .SOD .LPO %t % NSTEMI
BENESRGIF/HEMNE ROC LR e
77,15 LP-PLA2 MDA ,SOD ,LPO B35 A Ft, , DU I5 B
BRI 2otk NSTEMI (85 N B2 D e A8 PEAS A (B 4%
=(P<0.05), W#E3 K1,

5

NSTEMI 1 &% A= 5 o A R Ak BE B ml 24 Fir 350 1.
/B IRAE | Il Ae I AR G, WT ORI B K i i vk 2
RASFEONUBR A &S . AR, NSTEMI
KR ZHURFEATEN D Re i 0 3R 30, 148 P 2
I JH 2 B KR FERE AL ) L R B, B REE B AN

%1 2 4113 LP-PLA2 MDA SOD LPO ET-1 KT th# (% +5)

205 4] LP-PLA2(ng/mL)  MDA( pumol/L) SOD( pU/L) LPO( pmol/L) ET-1(pg/mL)
ey 31 60 55.15 £7.11 3.89 +0.15 108.15 +8.45 0.69 +0.11 77.89 £0.86
boa:| 60 108.15 +8.66 8.15+1.11 82.15 +8.88 1.28 0. 11 196.56 +3. 66
X1 - 36. 640 29. 460 16.430 29.380 244.500
P 1A - 0.001 0.001 0.001 0.001 0.001
%2 HR4EH % LP-PLA2 MDA SOD LPO ET-1 A F 5 @Ik s ik FE R B Z % £ (7 )
BEARE 11 LP-PLA2(ng/mL) MDA ( pumol/L) SOD(wU/L) LPO( pmol/L) ET-1(pg/mL)
EERE 25 65.15+5.11 4.85+0.89 105.25 +6.56 0.82+0.12 85.16 +1.25
LT 20 82.15+6.25" 6.89£1.01° 92.15+7.11° 1.11 £0.13" 135.26 £4.15"
%I mE 15 110.15+9.11°*  9.15+1.69*" 80.22 +6.56"" 1.32+0.21°%  198.56 £5.11°*
F i - 30. 125 15.703 17.524 14.425 159.916
P i - 0.001 0.001 0.001 0. 001 0.001
E: 5 IR T, TP <0.05; 50 ¥ m T ks, *P <0.05
%3 ¥ LP-PLA2 MDA SOD LPO #f 2% NSTEMI & # 1 B 3 # #9374 0 &
T B AUC 95% CI {4 B JE (%) HFE(%) Pk
LP-PLA2 0.798 0.604 ~0.992 83.46 74.62 0. 006
MDA 0.767 0.594 ~0.939 81.02 76.53 0.013
SOD 0.796 0.633 ~0.958 82.13 74.98 0. 006
LPO 0.720 0.533 ~0.907 79.32 77.96 0.040
v I B A 0.876 0.742 ~1.009 86.63 72.52 0.001




WRSfEEIEAGE 2022 48 H528 % A2 )

j_u Jri — MDA
80 — T T — o
_J_l/ - — LP-PLA2
o — Wmiss
% 601 L — PO
& a0 e = e
t"’
04
.
0+= T T T T
0 20 40 60 80 100
1-%E 57 B2

K1 iz LP-PLA2 MDA SOD LPO st &t NSTEMI £ %
WK o #k B 3F A 418 49 ROC &

Wtk Ji , B TN R T BB g P B B o, e — e R
EEmAENTUS Y,

LP-PLA2 J& T — 7 55 [l 35 P AH OC iy o, H 3=
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i RN T A o, HE AT 5 | A 4 i Ak T Ak, 5
A5 F-TE OLAH I B4 58 A% L Il 9 R A e 25 L F
TTEACAE I /MR SR 4E | B8 1ML D RE, 2 UE NSTEMI [y %
AT ARG SR R Bl NSTEMI £ % 764k
Bl R R B INTR , N K D) ReTEbs ET-1 K7 B
Fhie, H LP-PLA2 [a] 4 3R 90k 7 i e 3, ot 45 SR 4
7N, L LP-PLA2 5 ET-1 7K F-/E NSTEMI B i
T—F, HW# IEAHC, B60] LP-PLA2 5 NSTEMI &
H N DIREAR G

S N T I s NSTEMIT | 32 88 )7 [ 2
—, EE R A MDA & & Ft &, SOD & & FEAK,
MDA J& T—FP 4 3 B 2%, A H 715 BT 0 30 i Jo
i E A A B T A 2 W, LT B B e th LA
BTt EAL BRI RS SOD A —Fh AR )
PR N TR B FR T PR R G, AT T R 2o 7 Y 4
FEFIAE A B AT AR 8, DAOR 370 LA Jf 4 52 40
05t WS oK, 7E & A NSTEMI J& , BT 7= A= 1Y
A O LR AR N 32 R s L4 T B A TS B i
T SN 5 20 WURCOTE A8 5 A 22 ) i 8 AH
SN KO EAR T8 OB PR B , 0 107 N B B
e M ek A, FEopp &, LPO J§ F—
Al B SRR BT S A0 74, B R R A ) O A
FRIRE, 1 MH L5 7, NSTEMI (835 Z A7 7Ehi Ak
RE TR RN, N fig S i B 4A PR S T BOR 1Y
H R EEEALAR N HERR, 2 fif LPO ¥4 £ | fif LPO 3 %
SE—E PR A0 LA M, o578 200 5 B8 138
T8, 3R A N 8 AT, fE {0 L RE kT T L
— I, B BT BRI R AR e R R,
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B %5 NSTEMI 535 %55 (1 37F g , ML S8 Ab 0T S e
TG, 34 1. MDA | LPO 7K 3F- FF &, SOD 7K - [
i, $27% NSTEMI f4 % A= ml 5 i ML AL i, oF
— T S B E N IR R, KB R A AR
RIS R D REM G, 27~ NSTEMI J& T £ AL
PR SEAL N T e 5 | & 8 B B 003 i A ot , LA 1
FHML A 75 I SR 5 — 25 e ATrIE S

3 A, AW FE R ROC il £ 43 #7 I 3 LP-
PLA2 MDA ,SOD .LPO %} NSTEMI % P4 fz Thefy
TEASE, 25 5 R, DU ARG I X6t 1835 PN B2 Dy
PIPTAG A (B R BRAR, $2 7% 1 DR ] AR 4 b 348 g 33 5
PR A IEAL F 5 P K TR, DA TR , ok i
B o

& % 3w
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For A A MLV

Yae b R K FRFE SR E R E R A ALK 430030
PRI R RAR E R, H e X 430040

KEIE AR BRIES; A RIBR; R
hESFES  R446 XHkFRIRAD A

FR i I 2 D2 R A O FE & 2021 4EEK
By 2 A et H AR s A AR R EARZ
— 1 45 R A B B B TR 2 6 T R0 e e AR iR
B (EFRERR) , BLIEIT 8 H i T 259
A B FE A, AT FHATC TRT 24 00 G Do A 36 s S 326
o (965 o ) 388 ol R 0 T 2 W YR 0 o 191 R ) LB
S B 97 MLAA A B S8 3 B T 25 W 1 el A Lo
Q= e gL 48 P e 7 Jon s 45 il 48 B (2015 4R i) ) 22
SRAEBE R85 DU TR 24 40 o8 FH T i = 36 A RN IR T
30% , BRI H R AR T 50% |, FRikfd AT
80% . fH H AR 2 I B 1 M R R IR B b b,
FE R A R R AR, AR AR AR Rz ik
FIRAT L5028 Ah PE AP B0 ] 51, oW S 300K
BN RRAG T I AR 5 A X A AR 36 ARG 1) AR P o R
YL 0 IR 2 R e I H A IR AR A B
SFAEYEE IR R IR DL O S Bk
EPEES R (PCT) (A FR-6(IL-6) | ELRH 1-3-B-
D #RBER I (G 9 ) 4, J& T i 2= 26 ke v 6l
AR AR B B8 B DA 250 IR T 10 A5 P I 2 R 0
PRASSRAR 12k DA e 25 B4 7 T b A T A 32, SR BT
MU B3 7E AR S L4 it 5%,

MEMIETE

PoEs 3

1. EAHEAE : DEIR > 38°C 5 <36°C ; @QFE N ;
FME I P20 M %08 22 (> 10.0 x 10°/L, $5 5145
“BiZeBe” i) s (<4.0 x 10°/L) 5 @I 45 %R
>20 /min 5% 3 Ik 1l — 4 b ik 53 JE (PaCoO,) <
32 mmHg; &> >90 YK/ min; © J7 ik 2 B H 1 ; D
Bk ; @24 E DIREFEIS ; O Il A% ; A0 % 4 S
FebrThm, an C RO A 1 (CRP) (PCT G i35,

45 % R
DOI  10. 11768/ nkjwzzzz20220213

2. SRAERTHL : D FE R 8 & ) e i R 4L, {1
PUR 29 Z BRI 5 @24 7] BE I RAER B, S
SRR 35 QU IR B B 21 4h b B8 25 903R
I7, W ZAE N — R TR R 557

FRIE 2017 4EE R A Ft R A & & R 2 ki
QO AR ot A 9 52 65 2 1M 355 SR R VR BT ) (AR fa AR
CHRAERLTEY ) 2, Xt B A I 37T AR e ) 0 355 g R
A REAE S A (0] AN [0 R4 2 ~ 3 & I 5 52
A E2~5d WAUBEERE, 7524 h NRE
2 ~3 B FERAS, KR53 0955 TR R T AR
WP BE GV O Y B 4%, B AR 22 50 PE 27 30 min
WAEARFFROLRAE 2 ~3 Bl dE R, #7 24 h 57
BB PN 2 Bl dssR . 22 m s sRas T X )
T YA (0 HL 2 g [ it 9 28 4 2 BR B L B K R e
FEERAOEEBR B ) | T INRE IR 0 P

3. R

i 35 77 BRI, 25 75 5 2B R 5 5 [R]
BRI , 7 SR i B R0, LAk s e o RAET
FEPRRE T RS, T RCR TR R R T B, TH 5
XIREAR >3 em, W IWIHBIRA 75% LB 2% L
BT, HAR T4 60 s, 1% MR THFZAERH 1.5 ~ 2 min,
T R I % IR A e A e R

Qi — A Fr Pk oW s, REFT A RE L
1R 0 PR ) SR8 T 7 il 7R 9 ( SPS) A S Bt 5k 571
(WFEH 0.025% ~0.05% ) , ffi IR e 1R bt d: &
W BFFFR o R ML T AL, Y S 4 SR A 1 L YA S 7
AR, S A 7 AU, B A B R AR MY I R 2
AR LA 2 WA S AT UM

@M MLRE 7775 FOM (L3 R F REGH £ .
JREAS 8 ~ 10 mL fil 5 >R 1l & R340 1 mL, BHE R
3% (0.6% ~4.7% ) o {HR L&A IFE 82 8

*BAEMEH . £, E-mail : mhw550@ sina. cn, #1364 &, T A& 3 K 2 A4 b — 34 48 &
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U, At F PR B 3R B R Il 2y
M BTN B A &, 8 A e A R b A b iy
MHN BT CRMAE PR BUAER) WA LR 5 R
AL 1:4 ~1:10, JLEE P, PRAEUR 2 A X
SR E R B, B R R R, 18 1
REBFER T HLUR A TR YL Y RE R FASE
W5, WL, 252 2 R IR 7 PR e = LS

IS P A 5 4155 1 3R ( catheter re-
lated blood stream infection, CRBSI) B} % 4 S 45 Ifil,
SRRl e S =B WG 31 & XS WA i
VKB o AN BE CRBST By S48 4 1 2 A,
FLAAN R A8 RO TE R AR IR R 4, PO E Ik
B DK RO A AT B TR o BT VIR BR SO
Uig 5 em, SR Maki 2f 5 & 55 5%, JF A2 E 40 i
it IR B S, W =R AR 1 EFR KA A I
Faem 1 ERE MR,

4. B MBEFOMMNAE 2 h WX B LRERT
B AL, QNN RE SR K, I I 3% 5 T R R,
ATV R o A B SR IAE IR R A T 7 O A7 2
WA, W e AT IR ik, VA R AR G A%
8 L35 SR AR SO TS P R B O

5. G

i It % « 2835 3 BUAR SCE I AR IR, 4n
OIS NIER il 98 5, H 2 B R30S A —
PRI AP , AT Sy il i g

Q] BE I JL R < R e R QRO AP AR I ek
Qe 4E, I 2 BRI N 2 Fh G2 W 1 BH R 25
SR 5 FRE T BUAH S 10 e RAE IR, T B B A S
MBS IR L R ] Sz 3k 300, B 1 SRRt 30
BEPAE 25 SR - 200 e gt € oK T S 1 il ) 1P 2 BR T
RBRVD TR AR T | 4 O R AT BRI AT
TR RN 35 A TRT ] o B L T 25 PP o

@ AT BE V5 G o B ™ A% 38 <7 JC B 4R AR, DA
3% ~5% Wy M 3EFEH B N IR TR E R 2R
P IR PR AT T B T it ) 1 ) 7 T s <5 1 ¢ Bk T
T BUR BT BRI L 2 6FT B 265 ) [ PR B DL
A1 BRI BB PESE 2R o B A [R] A 1 15 5%
PRA IR DL b A) — i, 3022 Y 00 5 Y [R] — b s
H 25 AR R, )% 1& AT RE N 0 8 . Rl SE I
DL A] BE TS e, DA K B PARE R AE 1 355 5% B
P, Y T AR R L, S R A 2 0 PR~ AR T
FRIAE YA

6. 25 & CRBSI i, AR S 7

HRAE CEAERE) , O 1 48 K UL b i 3557 FH
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Ve H S R R 22 BHE , B R4 5 25 O SR
M CRBSI; 4 2 £ 35324 0 FEE, HEFh % E 5
AR [R) 7R3 T IR L U R I 50 T, D)y
CRBSI; 4 p i 4 5 {H 245 8508 oK {5548 1 BH P 4
L 1] LE A R I BE P i S (] . = 120 min, 76747
HEWBRG RSO T #8784 CRBSI; @4n{Y i
FEFRBAYE , ELBE PR 4 i (A A BK T S IR T s
WRTHEA CRBSL; NFF AN, T i — R EH
TR AR L% 5% , #3RAT PR B R R — R, AR A
HEWBRG RO T, $87R 4 CRBSL; @Y 3
ARG IR A, W 7R S48 A s D an i 35 57 AR
BRI A PP A & CRBSI,

L SRAGHRAE : MR, o L2 e | o 4
BRER L LLRR (B 9% ; QWK I, il 25 4% f8 38 8 8 rh s
1 ; OWFWE RINE ; D& @B . 340, Bl s it
HH 25% ~50% A BEIAE OB R SR A R
PEM 3SR

2. RAEWIHL: OLEPUA: 2N HFTR AR A
QOXF FANPAPENG R IARAS LR B R 1 IR, 74k 2 ~
3d; NI 24 h N ZUCREE , BRAEZR AP IPE R
AR s VREE AT IR B 3, W B2 A 3 d T R
SRWGEK

3. RN IGIR LR TR A TR A B %
(1, ST BURRAR 5 g 1 Rl o 1E W A 7 R A B
FRAS R N A 22 G, 35 1 S Q) 23k, e BR AR
PR 5 TR IR, WS AT GG % S ) R, R AR
AR R Ll R 45 N dE T QR IR e
MR B ARAS 5, IR RER, v ] 3% ~
5% FALIHHEW S mL 55462 5 min TR

FE— SRR R B T A T 2R IR CR 2
FESCREHR AL B BRSO M
VR (BRE RN G 2 MR S 1 R
AR S sl A MK R S T R A A s g, R A
1) 2B I A R T A TS Y. JF HL, R
PRAS AR ok A, Stk L R 4R < 1% B, 3RoR K
323 O WG g

4. JBIK WP E R A Y TR SR A T S Bk A, AN
AR . SCI S AR BIAR A IS 2 h R,
TR Ak A 2 ATt 8 A 3K TR | T BRI I TR Y 43 S
BT A T R IRGE A B RN S A K

5. G AN B UR R A R AR K&
TR (2 1 REZZ 27 ) MOBBRTA R , PR ol ax e 4
PR A TE T WG 27 AR S5 AR BOS T, 78 S 88 D BB IE H 1Y
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SR R H AN B0 5 AR 20 8 3 IR 4 A LA
SYRCFF BRI B (8 BT R AN 55 PR e ) | BRBR TR
2T U IR e B R, LT B NSO T A R
RN o A6t 2 P 8 s s 2 % R T 7 3 T i B e o
R, AN PRATTI o [R) e 30 7 R s ey % R4
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1. BERGFRAE : OF HLAL Y PR B YLRE AR, FRAT
PRE&C DRI s QPRIR e R B 1L bR 5 B IR A 7 25 R
Sk A AR AR O A R R BE 1 s @B B IR 1 R
IR G QRS HEZS DRe 24t ; @M IR R G99 F

2. SRAENTHL: IR KE F% TORRIR R AE I HL, — R
RIRIR (BAEBENAEER >4 h (9K) o

3. R IRMRAS R AL TSI 9B, 1
HBCh B R TR A ik, 111285 S HbL
PRACE H BORIEAS , 30K A AN . AT
T o R B SR RPN RAE T /R4S
PRI, X K T B AR . B E SIREN
SR RAERS NV ST S IR A 1, F TR AE I A
FHRAFIREMBURIE . 7o, KR E S8
T RGBSRl H 1538 K e M A
WAEERTAT B b b 28 R AR IR VAR AR, 33X 2 PPAL
B DG P9 20 BRI < A

4. GBI PREGIERRARY N7 B I AG | S st B,
JANBETE 30 min PNHEEFP BB T 4°C UKAR R IR RAAT
AN 6 h N EERD . BRI, o 43 BE R
KRR AR AR 7L

5. ZERAEE PRIEPRAA 3 Pl 3 2 s 40 1
TEAE 0 B MARAS SR AR B 75 e s (HA RS 480
B TRE S 0 B 2 2 R It A7 n] RB R BUR T

FARIS BRI MENE TS B R AR FE AR
AYEFE A BRHEE L Tk . BORE B
AT T LA S A 3%, B R R TC R A A . T
ERENS B2 (3 d W) RERA, LIRS
PHPESR fEBE 3 d DUG , A USRS A I3 & 9w
() R AN IS B i 1 5

WRFBR FRASREN AP Al Z 0,
e 6 FEN A R 29k 10, AT B 1 P 2 T %) 40 T
FHE AR 0] F A (g R m A2 51 K4
T Ao R ) TR A i S 2R T ) S 0 7 R A
AR UL B % 21 A B A S 52 T AR AR, i A TS T
IR A7 R A

TR AR I 0T ARV 0 i R IR
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K K UL ORI R R, R T R A W
FEETSW T E S oG8R R SR A A
IV G R I R AE B AS TR AR %
2, ANEUEGLRIN T5 P BIIEE . WA 51 , il 5]
UL AL B i FH TR S e R SR A 1A 4G, ™ AR N 51 i
AR BCRR A . i 9, R A AT
1 mLYE AR SRAE B ARAS I 30 min P4 % JRLIK AR, ™ 4%
Vo A MU WA 57 , A LR A A T A i 57

FARARAIES S X TIRHCE DA E B 1k
Wkt SE F G B A B AR A S S e R T, P T JC R
g Y R A, B G R R IR
PRSI K DR 20 Wb, A5 1k A4 B TH OB L
WIBR A BB ORI 2R B AR o 2
HOW R, n]BUBS AL R IRSE A Uk A, U SR AR BE
AN DL D BT R N S = 7 SO 4 A L 1Y B
FRILIFIEA TSRO A] o XS T eyea K, Ja) i B Jik
THTEIR /NS E SRR , 3581 R SR e v 5k
JEEHBARAS o AT e , T 75 e b 25 1 ) Bz J0k , AT
SRS R e e A 5 W KA, I ] 6 A 75 4R R
HE TR

Betith AT T Z g v g B, S U
MTCHI T REIRAS, U TR 5 UGS Kb
A 00 AR S WIS R AN — A RS Al
ML U254 2 h DL BBEtiqe 12h AN LR 4R
PR, U AT P PSS R L AR D o

FEEEFR R

AR oty RGN FEIGE
PRAS RTJEREAS , A 5136 R K N B 43069, R4 T
A 0 T e fe 5308 ) S5 AT U ARG, S 2 5 R
SR IR AR 7 TR B B S B R A R —
B AR IR 2 W —E S ME, i E IR IR 2 5
PEHURGIRTT IR -

wE g Easm RE RN (PCR) B
LA I i 7 = ZH 2 P A= 1) DNA B RNA &5 4
Xof FEBC R A0 92 o R A 2 0 (B
T LR 21 ) ( metagenomic next-generation sequen-
cing, mNGS )t J i AE Wy AG I | 5k 1T B B
I RFEASH Y DNA B RNA 3547 83l 50 e, 280
L s DR A L 5 AR W AE B b, — PR 5E A
TR LB e BE A A AR AR LA ARG I X 2 DL
s I AT D05 ORI RE ), B R e et
SRIYRF AR o FRAS I SR 5 L S HUAR O, an i il
BRG] SR FH I 6 PRV TR R L B AT, PR B
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L7 SR FH IO I, AR 5 v AR o 26 3R 4 TR e R
FHB A A

SgE S SV A TeM LR FHYE XS
Wi 48 T ME, R 1gG BT B 2 4 5ok 4 ff
DL AR ARk 1M HiiA b B % BHELAT [l Bt a2 0 A
B IMYE G5 M7 553 1 4 2 2L H #8 R M b s
RIS (GM K55 ) BHM X 28 M 5 B 12 W A il Bh A
{, AR ARAT 7 ~ 10 d 11

fo E AT E R PCT 2 40 B RS e fi o
FhREY, SIS W PCT /K SEAS Ak, th Al LLAE Sy 1
PR Y 7 3L o DU IT BRI S B AR 2
— L E PCT S AN 5, R 4 et MR
Fili K g B 005 L R B Th R 42 %5t wl WL PCT F
15, JIT DA T B A A R B0 L [R) H K

PCT HIWT 4 e ) . PCT <0. Lng/L, A H %
A ARG R AT RE; PCT 0. 25 ~ 0. Spg/L, A7 R4 1A
JEYLY AT BE; PCT > 0. 5pg/L B, ATREMERG K & X
BEAL T WP G B B, Y PCT= 0. 25pg/Lint, 2
TRYN R I BT PR R B U 2B PEBTRA YT 5
E XTI BE e B0 R R, ST RS s B P PL RTR YT
PCT= 0.5ng/L B, 45 B T M IE 12 .

PCT /K48 S PR 254 (- 3 TR iE
I I Y 3, 24 PCT FRFZE 0. 25ng/L ol (H
WS 80% LA, HLw I A 2 WG 0 T, a4 it
B 254 s % IEFE 45 52 DU R 25 IR 1 EAE R HR
H,2% PCT FFEZE 0. 5ug/L sIG(EHHE 80% LR,
HUUE PR 2

AAE6 el IL-6 S 1E & S i AR
AT D RE A AN IR T SR Y5 TL-6 14 7K - BA
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PRV ERE S A A 00 7 XU 0 82 s 19 7

FNF M

A K FRFE SR B R ERRGEEEA, B X R 430030

EFIA T MR RUR R SR B
FESEES R593.2 XEEFRIRAY A

FH BE 13 6 28 46 I ( nailfold videocapillaroscopy,
NVC) A TCA &4 B0 AT Ak 5 T BE U5 554
Mo 20 HH4D 70 4FAR, Marieq 25 JF 44K NVC R H
T4k 7% 2H 20955 ( connective tissue disease, CTD) . 1lij
H 2013 4F 32 [ KR K % 2 ( American College of
Rheumatology , ACR ) /BX ¥ 47 XU 995 1 % ( European
League Against Rheumatism , EULAR ) % “NVC 4"
B ARG AL AE ( systemic sclerosis, SSc) 433512
Wbk UG P NVC 87 A R 22 X 27
LR ERBMFBZ — AKX NVC 7E X
oI I P AT 2504

A BETLE ER AR AR 128

PRI RS B S S AR Y5 RE R
S A U I O SO A A 30, i PR Ll
(RS Gl eaN e RSt IR N IR € ¢/ B N
BEy SR AE A TR B B SR AR, S22 AR E
HAR B, BN RS A GG R H Lk, B
AFLRN— A 1 ~2 SCBRANMAEE W R A, W
TH UL NVC L ARG 3 5 /0 8l bk — 4 3h ik — B
240 005 s A — B A L i 1 A — R Tk — /N

DOI  10. 11768/ nkjwzz2220220214

Dyl (B A A Ak D I 1)
FA B2 I B R T 45 R AR 1L TG

1992 4., LeRoy 45 $ 1 T 451l J5 4 A4 75 5 B
% (Raynaud phenomenon, RP) 54k & F SSc uf iffi jz
JT RPN RP ARAEH 423, 48 % T SSc 1Y RP i@
HONVC S AE e . EULAR KU UG B4 T
YEZH T 2019 4FE KA 7 — IRl f5 FE AR B m i T
landmark F5E B9 PREE BRI, Al 75 B A ) 22 56
JEUR B B A0 4 e S8 BRI 2 57 TR L )
NV C R 7 Jo R e A8 s A B R i A8 ) A DA
NVC FG 5 VA B 6 48 108 R E AL 455 6 20 1M 45
B IE (Bt ) B4 i A8 R (6 40 148 T 5 )
BAMAETE S AA LI, W 15, W EH
MBS R TER N 1Y & I I L & e (J638 ) 5
LB (1 ~2 D), RIBEBE Loy 5% e
1;\[7] 5

A BERB EA 40 72 B v B &R P B R

RP {1 Maurice Raynaud 7 ¥XT 1862 4F$#iR"S,
RP Sy 45 (k) (062 387 1 2k B i A8 B Bz, ol €% B
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%1 NVC &4 4AE w4 0
EX| EA2
£.m o A AE AR R SRR AR ALK

S E| 2SS ks 4 Vi) B w5, 2

£.40 40 % 8 B (mm) =7 T =7 4~6 <3
£2mp% R+ (pm)  EF 20 ~50 S50 EXEmn%) >50(EXEmMb®E) -
SR T A - + - " o+
h - + +/ - +/ = -

2E T A, R IR B R B AR b 5 R AR
2T, RP nf 2y M kP fn gk &k, JE &M RP G
Bt DAL, A ok 2 TE V8 2 R i AE IS WL 4 B —
T RE R, M4k & RP 8 A7 A0 A OG0 5o [, 4n
F B e PP | LR 2R G050 L 24990 Il o 3 855
P4 NVC A T % 91 & 1k 5 4k % 7 RP,
R T RRETIZ N E RS NUR, IR & RP R
# NVC IE# , Mgk &t RP B E WA,
b A S K ) RP 2 E PRt v, 4%
$r NVC IEW AR L RP S WikrfE iz it

FR SRR R4 i 7E 2R S 1 B L JiE P B 2

SSc J&—Ff LU A 450 47 L it i b i B A S e
T B JR AN eSS B 2T AL 0 RP AR Y B B SR e R 25
G VBN AL AR B, AR Bk sz R, n i oy
Sy R PR AL SSe R AL SSe FITE K k37 B SS¢!
H A & 30, NVC AT T SSe Y2 W (BEDT  HUS
FIWT4E

2013 AELIAT, 20 XAB 2 & 2 5N SSe 43
FWibrifE oy ACR 1980 4E bR e, BE A B Y iF Ji
5xf SSe INRB#E— DA, £ X ZiRF] SSc KLY
BTG 1 b Z R U . 75T RIS R
HERY T RE Y BOR B2 1 R B NVC 74 5 SSe
A, AN AAE R SSe (1 R 4 2518 Wi A il 2
— 7B 1988 4F, LeRoy 5 tH A A5 I PRI |
H SHiIR NVC S8 7E N B2 WibRifE, 2001 4F, Le-
Roy 25V FYCH H A NVC G55 FI SSe M6 1 &
PUARMETT & F 1 SSe iz WibrifE. 2011 4, EU-
LAR 1§ Bz i i 56 AT 98 4H ( EULAR Scleroderma Trials
and Research Group, EUSTAR) & Hi 4} B4 SSc i#]
AASWIbRE, K RP i ikds Fbt ez hiik BE v ol
“FERAE ST, TR NVC S (B FE R L) 55
S SSe HUIABHPERL A BEIS 1Y) SSe iy 45 B IA
A1 2013 4R, O T 3k F RS W ANk 3 R
9 H B8, 954 SSe 1A A8 At e i AT Yk
MW AL Wibn i, ACR/EULAR 2 i 787 (1) SSc 2

WrbRiE , 2% HALHE T4 B2 k19 5 48 vt £ . 6 4 1l
Y I NVC S il 30 ok v H AL/ B8] BT ¢ i
i RP 2 SSe AHOC H BHHtik ., B4 B A A F 1L
#5029 oy EAFE & HEA AR e Al 2 2892 W ol
SSe, M HA NVC S ] (5 2 3, NVC S il Ry
BANM Y KB B, AN 8 A L e a2

UEAEAR , NATTR NVC FE SSe I 4 S 5t 973 (195
FIS I T E RO RSO T T AT T
Pz RS 2009 4F, Sebastiani 251 T
DESE NS e NEWNEEE N IK=%5 ¢ NS et 1K=
IR AR R 20 T ARSI T 1 JEk 15 97 XU i 4
( capillaroscopic skin ulcer risk index, CSURI) Fiill#r
RAR I 97 , FLRE S AR 43 5 Dy 85. 9%
94.3% , TERESEBY—LEF5E h, CSURT (% 30 A
AR TIESE™ o SR, Walker 262 LB, th THEK
BANME 1B = ,40% 1Y & CSURT Joik P4, il
CSURT (e A it — 25 04

SSc 1Y F= PR AL 1 1L A B D) B W i R
BR8P AR SSc [ R4 AR ALl 5
I RFH . SSc MR AT f5 35 2B T N k4%
B R ERLE, JUHIR O RERE T il 15
AR SE AR R SSe BFAET I B B R A P,
AUEHE R, SSc AR LI Ak 48 AT — 5 AR B 1
WAy ) ™ R, A A1) 16 B 2 i 1O 1L R
TR RAE . NVC AR g —Fh i iy Sz ik S J T 1 26
ARZS BRI 773, o 5 SSe M3 0 R E 1Y 6 B A
FHOK ML B S TE . SSe M B ik 5 1 ( SSe-
related pulmonary arterial hypertension, SSc-PAH) 7&
SSc NBEH KRR N 10% ~15% , 58 % B SSc-
PAH JJy SSe J# RISET- MY IR I 22—, 55—
KT SSc-PAH 5 NVC X A WHFY By Ohtsuka %5
RFT 1997 4E G4 AT 44 {4 SSc [ F1 40 44 fidt fl
FH NS T — A B EWEE NVC R B
IS ok Tt . — AN T 13 44 SSc-PAH |5
HAh 2R CTD-PAH (14 f4iE SSc-PAH 2 F1 20 i
ft X HRZH AR BT T 990 4 B, 55 9E SSc-PAH 3%
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HHEE, SSc-PAH B ¥ NVC B 40 Il 4 % B [ AIK, 16
SSc-PAH B2, B AN M A #F B 5 O NEFE £ 2 1E
M (r=0.61,P=0.02)"_ i Minopoulou
AU A B 2R G [ B M5 40T A T 7 R SE
402 101 5] SSc-PAH 31 277 f4jdF SSc-PAH i
AT BE, B A % B AE SSe-PAH R [
(WMD: -1.0,95% CI: -2.0 ~ =0.0,1* =86% ) , 1fij
ORI ] g PAH A7 0 538 12 Wi g (WMD
-1.2,95% CI: -2.3~ -0.1, =85% ) , 5E SSc-
PAH 2 ., SSc-PAH 21 T 41 IfiL 4 %% & 4% Jin (WMD .
10.9, 95% CI; 2.5 ~19.4,* =78% ) , [Ali} SSc-PAH
BEA 7.3 A5 S 0] BEAEE NVC i sl sk i
AR Hz S FEFE IR (95% CI: 3.0 ~18.0, 1°=4%),
HATIN A, 59E SSe-PAH [ 35 #H L, SSc-PAH f&
H I RERI AT M) NVC %

(] B PR Al (interstitial lung disease , ILD) & SSc
() F i WBAR JT AT, KR 22 40% , HIRh &
H SSe A AF WAL A Z — %, NVC 5 SSc
FH 2% TILD ( SSc-related ILD, SSc-ILD ) [ ¢ & & H- Hi
Houtman 4" F 1985 4E4Ri# , {11 % LAE 39 A
X 2R S il 5] 5295 A2 (14 RPARE v, A7 A8 B 41 i
BREINAR, — T A 136 i SSc M #F B IT &
PR, B 40 0l A5 B R 1) KB 3 F 0 i 5% £t ( forced vi-
tal capacity, FVC) B 2 (86.91 £19.42 »s 101. 13 +
16.06,P <0.01) , [&] i — % Ak 5 5% # & ( diffusing
capacity of the lungs for carbon monoxide, DLCO) ¥
AN HE (71,43 £21.19 vs 85.9 £19. 81, P<
0.01) ™, Vilela 5" 155 T 2K I AY 458, NVC
# 5 SSc BF M LI RE T8 A G, T IE I, IR
F R, NVC 4 5 SSc-ILD If 6 H # K &,
NVC & 75 ] i FIFAE SSe-ILD i A7 1 B i — 25 IR
AFIRFSE

NVC A] FH T30 SSe 5 i Ji | ™ o F g K% il
JE4, —Iok H EUSTAR MOBFSEa A T 2 754 1 i
H B IIARIE S NVC R R e ok A 3 0L 3F
AR FB T G TR R 5 A o5 ) DL 9
B R, MO ATTIA A NVC S8 A7 B2 o T
SSc ERRIEYBRICY Y . — ST A T NVC
5 SSe P I & hE (40 PAH L ILD | J&) Rl il %5 5 95
O WL BE B B ) FHBE 0 15 20 BE 22 (R 9 O &R, R W
NVC 55 AR S W 78 1) T o o 95 5 )™ 25 2 B 119
7% Gheorghiu %) —15igh A 68 f§i] SSc i
FHINBEGE A B, NVC B B 5 SSe e ™ 5
FREEAT 56, Kayser %57 il i — I g4 A 135 ] SSc

WARLSSEESEAGE 2022 4R £E28 % B2 M)

BAEBEYT 9 4F Ry 5T K B, NVC Il & Bk 28 3 7
> 1.5 73R A5 B0 T i Sr T B [ XURS: bl 3
(hazard ratio, HR) =2.265 ], 50 <1.5
SR E A (AR 9T% 97% 91% ) F L ,NVC IfiL
BHERIES > 1.5 7 (53518 97% 86% 59% )
1) 1.5 F1 10 42 Wi A9 A= AE 3R 58I (P =0.009 ) .
PRI , A AT 45 s NVC AT B2 R IPAl SSe 5 A Tt
FET-RAFE bR, 2018 4F, Pavan %577 (o5 T 251
AR

FAEEREIA I 7E R M LI BEIR IS R B B2 R

A G LT BERHE (systemic lupus erythematosus,
SLE) J&—Fiig I R B Y 15 B o2 P90 , DAL o
WL SRR £ R G0 R I % R
£ SLE thg UL, H SLE 3@ % 2 R G052 R, WK |
BE OIS R MAE RS A E miE S, M
NVC Ry —Fh AN S g RS 1 vk,
SLE 5 ¢ £ 4% 8 0 2 KU 4 & K i CE™
Fatemi %" % 8, 15 1E % % BRALA 1L, SLE f8 3%
NVC BANMAT % T [, SERE N, Ruaro 4115
PP L5, SLE B NVC B % 1 T,
HAG AN ML FE A5G . 2018 4F, EULAR KU %
THAEFRIF 5T /N R D Cutolo 25X 72 SLE £ 4% vh i
7 NVC AR IR fF 5 (3 40 100) 47 1 R 48 [0l
Joit, AT B e AR Al NVC S5 (% R R JEZS
M) 2 DAL AL E PEVPAL SLE 5 1Y NVC 45
PR T AR, HK G MEA T SLE SRR NVC 2
B i RN S 56 %8 280 (46 A B e 250 rAH
Kbk A & B, 5 fad T B AH L, SLE 85 1Y
NVC S8 5 55, 4 45 6 40 i 48 25 i JE S 5
IR A e R T A I A B e o e i
AR B3 NVC PP TR R4 . 72 7 I
5%, SLE B9 16 sh 55 NVC PF43 4 ¢ 5 76— T
WE5Erh, SLE S5k 15 8l B 5 NVC JE 2 5% AH OG5 78
—TF5E Y, SLE S TE 31 5 A5G, RP AR
SR R AE S BN AE Y ok BE A, T HAB S
ESBONH L T 0 JE A5 R . FE— st rh &3,
24 h HHIRE NVC B A 75 Z A A 7E i 2 1 AH
% Donnarumma 2 BFSY KB, NVC B 5
SLE Jf & PAH R IEAME, T NVC 5 SLE Iifi )R &
S E KA AR OO BT — DY KA A R 1 b
FEHEATI A, WA Ry EULAR XU S 008 2R 0F 58 /N 21
Z LSS
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FR BEUIB A 40 iU 7 B2 ANL2¢ H ) Rz A

JZ L8 ( dermatomyositis, DM ) & —Ff DA 3T ¥ AL
TC I FVRRAE P B2 JBk 3 B Ry IR 04 5 22 A 48 A 74 UL
Wi o ILAE PN R A | I T L 98 i 0 4 L A e
N RS E LI B T ST P R B X
S 1 725 7 P B TR B WA I B . Maricq 251
YAl T NVC S8 5 DM R 6 3l B2 19 K &R
Johnson 25U AR5 % B, B 40 045 4 S 5 LR
B AT I 31178 %0 ( myositis intention to treat activity
index, MITAX ) HAAHICHE, PRI, Al i T4, NVC AJ
Pk Wi DM 05 3 30 996 4R 2 — . Kubo %57
W &I, #E65. 4% 1) DM & h k3 NVC 54,
H NVC 5% 550 R AR /3 AAHICIE A S (melano-
ma differentiation associated gene 5, MDAS) /RN
v 4 A F 1y (transcriptional intermediary factor
Ly, TIF Ly ) HTAR LK Bz Ik 28 23 v 4 1457 T Bl € A
TEMISENE . Bertolazzi 251 F 2017 4 K A7 T — I %
F NVC 5 DM/ £ & P L& ( polymyositis, PM ) ] &
GEWEoT, AN T 27 B SCE, AT HEN, NVC /RSy
— R AR R AMERY T, A B T DM B2 W Al
i sh BE 4y, PM 5 NVC (156 R A Rpdt— 2 F

Ieo
FR BRI TR A0 7 L A XUIE 52 7% 14 e P Y R A

NVC 7EIR & 1 45 4% 2H 44 %5 ( mixed connective
tissue disease, MCTD) \ RGP 1M &% KRB KT
4% (theumatoid arthritis, RA ) 25 XU G 32 P 55 9 i 1Y)
VERIIRE #BE& 4T TIR'ER, Celinska-Lowenhoff
SEIRAT 30 ) MCTD B3 i 58 K B, NVC
FORELHML4 A MCTD JF% ILD {93k 37 2 (R® =
0.82,P <0.0000001) , I 1INHy, BT MCTD & &
IR i NVC AN, -0 B R B 40 i 4 A B2 N
i MCTD-ILD f¥4% 59 =~ —. Bertolazzi %7 %
i T —IR G558, WA T 13 s, Ko T
IgA 14 jz3 )ﬁ JUHRG 1R, 260 4 5, A ZF i

ZIME R UG, M AIFEMERKE R 15 R ERE H I
hiE 1, ﬁ‘ﬁﬂé? ﬂ/m*ﬁﬂéﬂﬂ R 3 AR,

RGNS REIA] UL NVC S8 1 HOE 5 5 500 16
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LI P e R0 AT IS 12 28 M L TR (in-
vasive fungal infection, IFT) [ & %5 %Ak w5 &2, 1
SRIIPUAER ( BIMEN TN ER)IGIT4~74d
&, & %‘ﬁ%iﬁ_,ﬂﬂi-ﬁﬂl CT $275 B o kL 1Y
PERE SRR, B B R R £
AR, FRATT B S A P DK T B R me R ST R
M KR I RIS R ARG BRI
A FRATIEE T B PR R B 7R 2 M e |k
CUIR 22 i i g 8 il 8 L TR SRR L R T TP B O
ROFIAS BRSE, B4 F

I PR 2% #

—fE A PEPE 2019 4 10 H Z 2021 4E 8 J]
TEIZ IR T rp O B B MV PN R B 1 13 49 2 (55
6 4,20 7 1) AW 49 ~ 74 % 1 58 % BLAlipE
5 VPR RLAE L il e S 5], P Uk T 20 A 1 I
1 451, 7R K B 20 i itk B985 ( diffuse large B-cell lym-
phoma, DLBCL)3 1], #bJ& T 40 Ltk 4988 1 4], 2 %
PR BEE3 i), 13 173 0 AR 3 1] s ok R
Z RYEE B2 W FNG YT fem , He TG T 7
FIRITL ~5 IR, AT e BB b ks 20 e s /L
Horp 8 bR Rr A A Bl = , I A B ik, 13 (5] X
SRR PRI ST ISP RIRYT 4 ~ 7 d TR Il AR
CT RGP kb R Bk Hh BB R gL 52, Horb 2 i 3L
5 SR AR I S o PP o AR i R I ol v e

e R (5 2 M L T R 132 U A 1 5 96 0 D U
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F£ (AT FE 25ET H13020284 , HUA% Sme) kiR 12
7, WSS PR Be(C PR 5y 2 Abd o, B
HEFRE.
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HREEBREFFTERARRBREGEE W
HWHHZE B5mg, 582 K10 mg, 55 3 KIFLhE, A4 H

25 mg, A 5% % 500 mL v, 5298 ik i 1
9 ~ 10 ji¥/min, i 1 12 h DL_E (180 2 i &
POTEBIOCHE) R A B B ERIRIER IS 10 d
S RAE IR G EL B CT 8 7 9 E B W 4 %% J5
1 JEE2G, YIS L gE FESL RN, RIT T
GR3% 2 ~3 d, TS T M ZE KA 3 mg # K 4 .
TR B IS B M E , 1R 10% S AL BR 10 mL/IR,
3/, BEA R, IR , B P R
2~3 g, WEIREM, 52 KA MIRER NIEKF, E
HEE tﬁf%&kz&ﬁ{fﬁﬁTSdF THh, B
HL I FDIRE JEI IR 2 s KR AT L
ik ey *E%Eaﬂam VE R IR IR T 0T
FERRAES LIRS BB AT 7 ~ 10 d J5 3R
57 20 d 5 BB I RAE AR ARAE i CT J8ge kb
WAl il ST A AL IR T BGOSR S
I7 EH IR R R B IR B2 7 d JoHi R ER
JBRYL BT R TR G IR I A 2 W RIE H sk =
ST RS2 s 1R 7 JE I CT gkt ELARAR /N 25% LA b

& R

S 2 2L H R ORI S5 BH 4, E

6 CT 2 b 5 A B A DG B AR A R B (PR AE Y
LES G Lﬁiﬁa/ﬁ%éﬁfmﬁ %Eiﬁkﬂﬂtﬂfﬁﬁﬁ
fEZL 1) 1697 10 d S5 kb 2 3G 1097 20 d, fil
#h CT g kbt 2 Fme i, 11 WJ%W%{ T%EP e
22 % Pk E R AR A A 1 B4Rk dEYA M DLBCL (&
HEMTERER BIRYT 7 ~ 10 d I RAE AR A1 CT
%%fjdﬁiﬁz%%,ﬁfﬁ O BIXIRA R AEPITER R B
G975 ~Td)5 B #1697 10 dJS il 3 CT & UL o
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AHEZBORRRLE 13 FIHERER B il
FZ5mt1a] 7 d, feZ FHZGIER] 25 d, 2801245 e 12 ~
17 do HAPAL T Bil7e i om 50 3 K L 5E | L4
38. 7CHN, A H AR B B 2 I FERERH AL T IR A
B3 ~4 o3RI N, 4 3 Bl A5 T3, 1 mmol/L, H
IR0 2.7 mmol/L, Z# ik #MEH4. 5 g/ d, B K%
Wik . EIhReZ M 1 B, A2 9 RIFHILE
PR, PRICEEINAG 2 d J5 MALEF134 umol/L 5225 5 d 5
PAZIEH o 3 B A2

it

1278 M B F (invasive fungal disease, IFD) 7F
AVERE YT I A SR . A WFSE(China
assessment of antifungal therapy in hematological dis-
ease study, CAESAR BF5Y) Wi, MLV firb g £
AT B2 IR R IZ B IFD SR AR 2. 1% ,
Horb 2V PEBRANM 1 L TFD 5 A AR 0, 5 0 e 5
ARSI o 0SB ARG S A0 BB I a0 i
WMBEEZ B, AR KA U H 2 & 40 §E
CT s B EEIG RIS Wi s L. B A LUARSY
Ja RSk A M B = R AR T IS SR 2 R T4 ~
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hESZEES R541.674

SRR R BRI SN R A BT
XEARIRE A

OVEPEIR SE 2 B SR D WUESE 2 R MO LR

O NETF ARG 22 i R 5 By O I 22 D e ™ R 6
2RTTT 1 30 S A% AN ZH LR ™ BN R, R
B AR, B E m AR L WYY
TR META R O TR R 5 S 1CU UL Y 2 f HiE
lﬂjﬂﬂ‘ﬁ}ﬂﬂ(—ﬁj} Hﬂ(ﬁi 5’ I‘ Hﬁ /%jLé‘ ( veno-arterial extracorpo-
real membrane oxygenation, VA-ECMO ) % #% 1\ H 2
%5 B4 A1 A £ 2 455 T BE (extracorporeal life sur-
port ,ECLS) 2/ | T4 52 4 B (A0 24 0.0 W20
%%m%ﬁﬂ@&%ﬂ&¥@rﬁuW%%W§ﬁ

KB INREMKIZ, O BRI R S ) DRI 7 4 B B
pI] A SCIl v Bt 4T VA-ECMO HUG 1 6 4
OURPEIR ST 8 IR R GERL, BT,

I F R

—fEFH WEE2018 4E7 H ~2019 4E 12 AR
A =N R B B HAE S 2= RO HL ] VA-EC-
MO Hf LIRSS 6 B, Horh I3 5 ], Lo
1 5], 4F#% 29 ~ 80 %, F-3(60.3 £17.0) %, H
SR IUVRERE 2 191, 2 AP LR 4 ), 2 6 191 R
& ECMO SCRFFT, 7R & 1048 1% 1 259 34 F 1
WS 1 I XMELLAE3E , O AR ™ AR vh 3
FRLIRBERT . ECMO i B 2 th B4 0 32 3l kosk
& [ 48 (intra-aortic balloon pump, IABP) 1 4], % ¢
P R 18T ( continuous renal replacement thera-
py,CRRT)3 4,

ECMO # & 5ot hsrst 5 PiAy B Bl A
fEE MAQUET 23w A= 77 (1) ROTAFLOW £5.00 %8 )i
=152 ECMO £43,( PLS2050) (HLS she ki .25
SR A A LA S AR IR KR8, LA K 4 I 1% Ak BE I 1 1]
(activated coagulation time , ACT ) {¥ ( 2 [ Medtronic

R

DOI 10. 11768/ nkjwzzzz20220217

NwEl) Bl T BREMAEES SR T THRR
Seldinger ZFJEATZ B MK (15 ~ 17 Fr %) K
Fik (21 Fr 4% ) Jr2Xdtar ECMO JRY7 (VA ) ,
TN T8 Sk i e i R AR A IR K- -
N THEM-Re sk A5 1 B85 72 ECMO _EHLS
e BRI Ik AT B At B A, 3 B R S ko
Ui TE A (8Fr 34 o

ECMO £ 22 (DFFZ il ECMO B30 FE 5% 38 |
Ui, AR O DI REAR S P S IR (AR S
Jiik) R it FL AR ( Lactate, Lac ) 25 2 %00 1y 22 38 | i
R TG P25 )50 s QT BERE B PR R HT 25 W) )
Tt (Al R A/ PE) BB 4 4 ~6 h
I ACT (355 A 7 73858 1fiL 175 16 10 1] ( activated partial
thromboplastin time , APTT) FiI D- 24K | 4k45F H HnfE
ACT 160 ~200 s, APTT 50 ~ 80 s; QML A < 2 HH .
SR PR R AP 1 8 AR, 5 R il S b7 s 2R
R W LR L S0 A S N AR LR
B R PE VPG B R PUIRES, i i JE 3h B IR AR
I7 HERRINLZL AR 1 > 100 g/L ifi /M > 50 x 10°/L,
L& Bh 1A J5 48 h NS s N E 57 8 VTRV
JHEIRE

& REFKE s ECMO Hi, ECMO |-
BL6 h 55 2.3.5 RAYMIEEE : Did 5% ECMO X
TRYTHT 24 h AR A AR A0S 06 2 4G e 295 28 10 B 22 1R
A 2 A PRSP fdt FE R 5 774l (acute physiolo-
gy and chronic health evaluation, APACHE Il ) ¥F473
J¥ 11 2% B 3£ 5 ( sequential organ failure assessment,
SOFA) #F4) ; @ 1EAC st ECMO _EHLRT K iA Y7 1 1]
MSE2 3 ik [ ( mean arterial pressure, MAP) | Il 43
Br I FLAR (Lac) WUES A T, N-2K o Ml 4 ik Al 140
(N-terminal pro-B-type natriuretic peptide, NT-proB-

*HRAF B & @ T AR B (No: XG202003-3, JC2020054 ) , i@ F T 4 4k B & A #F5R B (No: 2019033, MA2020017 .
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NP) JHHE DIfg (B D g s @A H R R il 48 P
29I TR AT 25T 43 (vasoactive-in-
otropic score, VIS) BLLVIS = £ B [ ( g/ (kg -
min) ) + ZEH T pe/ (ke - min) ] +10 x KK
g (kg + min) ] 4100 x ¥ 1% pe/ (kg - min) ]
+100 x ZHE IR weg/ (kg + min) ] +10000 x
HefA G MR [ U/ (kg « min) |, @4 H RSB IEAL
OIRE KU I 5% 2 28 &7 3 R N AR (left ven-
tricular end diastolic dimension, LVEDD) | Z& & W 45
KW N 42 ( left ventricular end-systolic dimension,
LVESD) 45 %3 43 %% ( fraction shortening, FS) , .04 4
Jes VT Simpson 35 ) 22 25 5+ 1Ml 43 %X ( left ventricular
ejection fraction, LVEF) |

ECMO #t#& VA-ECMO {4 75 i 1 — R 5
A S IPAG TR , A0 O IR T G B
MAETE LY AERE T MR 3 11 22 Fa i A 2O )
W DI RE R4, BIAT 347 4 H AL IEAR « 1 K I
0.5 L/min ik, %65 1 min 3T£4 MAP, IS RE , 4k
SRR M A A 2 L/min ZERF 8 h LU B (40
MAP FR&# 1 10 ~ 15 mmHg 84K T 65 mmHg |
B R IO AR TB AL B ), 39 ) %8 010 s D00 A7 21 ot s
I Lac S 48G, GnIR %O Ik 75 7R LVEF >20% ~
25% v % it E R I [E] FR 3 (velocity time inte-
gral ,VTI) =10 cm B A] ik A H G L5 ( sponta-
neous circulation trial, SCT) ¥ IR EM %2 1 L/min,
Qi O FREERIE AL LR T 20% |4k 2: ECMO
SCRE, I TR FRZZ AR T 20% F-JC B o 2H 2L E
AJERILRNTT AL B B X BT RE, M4
HMRE AT SRR SRR IR B MRSk AU 1k
I, 45 R IR E .

gitF o4 KM SPSS 19.0 Giitop i kAT
R R BEREN IES AR (& £5) 2R, R
FH ¢ KBy ml Jy 22 5347 5 18 BEORE A AR I 2 43 A i ]
HAE RO U 73 £ ] #E [ MCTQR ) ] 4834 , R FH R F
Ky o THECRORE BB A 43 LL R, 21 18] HE AR
R IR R e Fisher B VIMERD: . Ir GR350
SN ES , L P <0.05 ARG 50241 L,

g R

ECMO & #ha7 69 & & 504 2 Bl 2O LA
2 ) 2 SR O LR FRE ECMO R 245470 il &2 75
Ao 47 ECMO Hij APECHE Il ¥4y 32(27.75,33.25)
4% ,SOFA $E43(10.33 £2.80) 43, Hij 2 il HEFR
B EALIGYT I 4 10183 5 R ILE ECMO A BATE ST
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B L ALG Feia M 3RFHRSRRYT . ARJRHEE ECMO 5 3
] 24 ~ 120 h, SF-44(55. 00 £38.05) h, J& 2 ECMO
7, WLAS 2 19 1(24. 96 + 18. 37) ng/mL  NT-proBNP
(12817 £10234) pg/mL . Ifil. Lac (7.03 +4.15) mmol/L
LVEF(19. 67% +6.95% ) VIS ¥4 66. 50 (22. 13,
172.25) 43, W& 1,

ECMO ) ik 30 7y 5 BA % f8Ar £ EC-
MO 4l f5 ,6 #8351 LVEF {5220 bl A, 2 R4
GiitmE L (P =0.004), VIS ¥4 1l Lac . Ifil 145
HEA TP RB L TREBS B ERTGITFE
X (P¥>0.05), ECMO #iBhj545 5 K LVEF f1
FS B4 BhRGTTH G, M Lac K FFE, 22 38 481t
BEX(P<0.05), S5HiBIJE 6 h LL#, ECMO i) 5
%55 KW LVEF #1 FS F4i, 2 R A G127 5 L (P
¥ <0.05) 47RO U BER s, Wk 2,

ECMO #8h ) 18], JF K 2 & 4602 fifg &
ECMO E5.0 ZE W] 4R i 34 > 2 500 v/ min, #] 45 IfiL 3
H2.36 ~3.95 L/min, 6 {3 ECMO % Byt fa] &
124 ~206 h, FH K (186 +170) h, 6 fi] 3 ¥4
K HEBRVER G I R RE , ECMO A7 3o B2 th IR TE ML
TR B A A an i TS . 56 1.4 .6 il E R R
thh e 2R PG (50% ) , 34T CRRT IRYT . 56
1151 £ 5 e sl A 8 O ) 2 5 Bl Ik 2% B2 IR AR, 7
BA I B Bk v E T A . 5B 6 B K fE ECMO
R YT I 1) & PR KA SO0 ) T R T, A il 4 B
R B e AT B, T s Be e , s B i 2 A
Fo 6 BT 4 B BL(66. 7% ) & IRLLZR IMLAE
A A T P A Be A= R R v A Tt S S
P 3 (50% ), 565 1 19 KM i (16. 7% ) o 55
1 {ﬁﬂ,%%ﬁééﬁ%%ﬁjﬂﬂ(ﬁ/\i( percutaneous coro-
nary intervention , PCI) J5 & 30> i & 2€ , .00 B0 28 3]
1WA T VA-ECMO 697, J5 220 AL B AR FE3E .
55 3 BB E AEAMBE ECMO i ib 38 12 s 3 4% B
i (M°AVB) AT B 5 A J5 S0 1 08 5
REMEOH, 1 B DI REARMK A, IR gk &
Y MR DI RE R 5 AT Hik 5 91 (83.3% )
VI IT AT 1 B, A ICU (i) 11.5(9.75,
38) K, WL 3,

i

VA-ECMO fEMgH 357 22 A 3 G B8 B RE i =7
F, TEIRYT 0 E O PR AR 7 7 1 8 I R 2 A i ZE
SRR JE AR A B . VA-ECMO A %7}
AR BRI IR ZE T RE RIS 40 il S8 A Th i, VB Ik 2 1 ik
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%1 3 ECMO iy 8y & 4 %k
. it g s g ECMO %7 APACHE II SOFA  ECMO E#t
LR gy RARA SIS ABCPR 4 (5) #4(5) i
1 B 68  Hifn)E E R Bk LR ST 2 31 12 A+
2 % 65 X WAL GRS LK % 32 9 H A
3 B 80 FHb R BHEEMMER  RAROIE 2z 33 10 SRz ICU
4 % 59 X B S ILE 2 32 iz ICU
5 b 61 FHhE ESRH Zob S LT 52 P 18 $hiz ICU
‘?’4}1%‘)17?%@%&%\&4;('?%— > bk oy x s s
6 09 e mEm BRI % 34 15 Sz ICU
il ECMO 38 MAEEG | NT-proBNP £ Lac LVEF VIS
& g% B 18] (h) (ng/mL) (pg/mL) (mmol/L) (%) (%)
1 30 >50 7700 14 15 428
2 42 16.182 2400 4 20 87
3 120 12.6 18000 9.3 10 19.5
4 32 40.3 26000 4 28 70
5 82 29.69 1800 4.8 27 23
6 24 1.01 21000 7.58 18 63
%2 ECMO ¥ duif ot ) % RAI K $ehr Z M (% 25)
b=
A % B BT F 14 P14
7 B 6h %2 % %3 % %5 % ‘
LVEF(%) 19.67 £6.95 21.33 +5.50 22.83 +6.11 24.50 £6.69  34.67£6.62"* 5.116  0.004
LVEDD( mm) 5.24 +0.57 5.11+0.48 4.97 +0.52 4.97 £0.49  4.94+0.56 0.336  0.851
LVESD(mm) 4.61 +0.52 4.48 +0.44 4.35+0.52 4.20+0.45  4.1220.65 0.876  0.492
FS(%) 11.97 +2.28 12.37 £2.29 12.53 +2.80 15.40£5.20  16.88£3.73*" 2.413  0.076
VIS(%) 66.50(22.13,172.25) 45.5(19.75,81.50) 57.17 +66.52  33.75+41.85 16.62+25.86  7.973  0.093
s Lac(rmol/L) 7.03 £4.15 7.50 +5.67 5.78 £4.29  4.82+3.64 2.58+1.34* 1.393  0.265
MAEEG 1 24.96 +18.37  23.67(21.63,32.49) 22.25+15.27 18.41 £17.44 5.61(1.52,21.43) 6.018  0.198
(ng/mL)
NT-proBNP 12816 +10234 16233 =11936 15350 £11283 11317 +11303 15833 9724  0.778  0.941
(pg/mL)
A 5B AT LR, TP <0.05; 55815 6 h ik P <0.05
%3 ECMO 44645 4 By ot 8]\ KHE R4 A
BoFA ECMO ECMO sz 1CU R
Al kiR MMAE ) IABP CRRT ECMO i) 5F £ 5% HEAL A 18] sil=
(r/min) (L/min) &8 (h) " (d)
1 3285 3.95 188 2 B @feadhge B R Bk F 9 5T
B SRR K EM B ARG
2 3505 3.6 124 E O Hlesd il AR 2 37 #HiE
3 3010 2.36 185 % % II°AVB 2 12 Bk
4 2910 2.66 206 EF A EREafhi WHRAE AWREHRG b3 41 HiE
5 2695 2.41 168 E & EBleaihi 2z 11 Bk
6 2730 2.58 158 % R BT R AR B 2 10 &
NI ERRE  RIENUARTS B S PR IR ETE S8 Sy s 5 — 7 T, W) AR O I i 1 6, S

LN B R G N SNTTRINeicC s Sl ) = A

DR AR T 2 SO LR BB 1) 2 BEAE R 22—
N ECMO S7 35—y T m DL s AR e g 28, #1241
SR T R SRR, D90 ) o I A T 24 4 1) L,

TR E K AL, A R T 0 DI RERIPR ' . Esper
57 B ECMO $0A 2tk O IR BT 4 3 0 YR 1K
SERIAEIE Rk 67% o TR 2 Bl Atk
REFER B vh, PCL T B0 BEBR 5. 56 1 {8
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H R PCTIN A2 Sh, AR bk Az Z UGB DR
WA T AR S e S 5E 4 AT 2 Al I K sk
P9k 5 I R S I Y o 8 AN R FE 2k AR T
TABP B4 VA-ECMO SCHF, {H 5 28 PRLO PR PR e 4%
S Y N 2 e AR T RE IR AE T B S R E K
i 2 PCIAL 2.5 h, {if [ S 28 1697 O IUBESE %
IR YT (thrombolysis in myocardial infartion, TIMI) [fiL
W3 9, SR ek G VA-ECMO SCRE R OIIREIR S . [l
WA 1o 3, ™ A 2 T 8 L IR A B, R
AR, R RESE 2 LA A . 28 B3 K
Wbl s \PCT MERE K, A 58 7k ECMO % By PCI o[
DLSRBERSE B I Bh 27, DT 3k A g R AEOAR ot
PEFE g A R R peAh, ECMO S B R B9 PCT AR
AT DA AR A3 0T i DA 255 b Ak 358 4R 20 Jok , DA B4
by SR 58 A T AE AL, AT R 2 45
T RO LA SE A AL S IR o 1 R i L
B AR UG P o LA S FG AR R T AT
P I W 5 i FI ' ) RE 2, L AT R AR
B BREPEDNUR I ZIYATT IR R
BRI A IR BR AR 1 0 SR 2 A5 | IS P25 W)
SHEVEFRODNEERYT  H R T H RO 2B, ] PR
PEI IR IR , 2GR YT W M LLAE R ER 2D
. ECMO SX.0 LR IC B HIRYT AR, (H ] Bleag
42 B ZUHE T, DD R A R 24 1 R AR
JAM . VA-ECMO JEZRAER KO LI O IR IR 5
WY BOFILO DI REIR S B Be Y MY 22, 1E B B A DL 55 fr
OIRERIVKIE o 2017 4E3R FE (Ol N 28 R PO LR 1)
LW RARTT R E G R AR R A AT
RO RS TG PR b 28, R K
PEOHLR ™ DUE i SCHRE N FE SR G BOR TR 1Y
HULERSY 6 T IR ) ) 2 A FSE 1Y 28 R MO LA
BE AR R ECMO #E173697 . AN BP9
st R O WA 2B BIIA YT 5 AL
Ui# ik 66% ~ 100% , £ 1% th Bt % 7l ik 60% ~
100% ., AZHAFFEH ) 4 G5 K PO LR B A
2 filfE ECMO Hij 2 g0 il 52 75, Al 35 1 a2 2 AR
I7 J5 B 2 AR R LA B e 7 2% 2
AWFFE T 6 5] & ECMO 18] f: & 4 LA i fH
ZLE AR RSP B 00 B Ry i DL, AR H A 40 ) R
66.7% 50% ., HJ&AHLH 5 ¥ I MeBEAE T 2h g
FOA S VACECMO i 5 IR LT 26 i 584 1
BERRAER I i AT 4 {51 5B A7 AR R RT3
HAE , e 15 PREUR o A RE A A3 A BT AE T, 3 431
FETE 0 R HAE RS ECMO B R £ % B &

WARLSSEESEAGE 2022 4R £E28 % B2 M)

1EH . —3ikE ICU i iH /s VA-ECMO jfiyr B [E]
LR AR A A R R 1k 91. 8% , 3% CRRT iRy iy
Pty 53.8% 0 o LI S b B A3 A L A
VR MU BN 1 ANTESE | JRAE SV | BEIfL- 1L/ MR
SHMGREN S BE E T RE LRI
PHEEPTA B R DL B PR 45T L
iRYY, EEH B e R ad i8 L bR X M40
T ARBEgE D 4 BB RO LR B E A 2 BT
VA-ECMO Hk& CRRT Jf5 AR s s, W 2 g
YA

AT 4 GO TEPER S (B R A0 3 4]
S OHUESE PCLARJS 1 i) 3 ¥ d ShBe 1CU 5%
A G P12 ECMO $80E B , ECMO P AT 1t
EHUR, #1120 iz B AIRTT , A 2T
Bt , AT IRE DT — MR L Kby . AFTERI, it 1%
it ECMO S8 AT e R i i A B2 Bl EC-
MO AR BE R4z 2 B4 1 ECMO HoAR I B
PPl i fEH A ECMO ZR AR R 2
[Alf%iz (BEbrieiz ) , il LA 8 2 16 e o 30 1] 5 22
&, A B TR BRI T ORI AR s i TR
L% S

2 £ Tk

1 Bellumkonda L, Gul B, Masri SC. Evolving concepts in diagnosis and
management of cardiogenic shock[J]. Am J Cardiol,2018,122(6) .
1104-1110.

2 Khorsandi M, Dougherty S, Sinclair A, et al. A 20-year multicentre
outcome analysis of salvage mechanical circulatory support for refrac-
tory cardiogenic shock after cardiac surgery[ J]. J Cardiothorac Surg,
2016,11(1) .151.

3 Barge-Caballero E,Segovia-Cubero J, Gonzalez-Vilchez F, et al. Eval-
uation of the preoperative vasoactive-inotropic score as a predictor of
postoperative outcomes in patients undergoing heart transplantation
[J].Int J Cardiol,2015,185:192-194.

4 Ventetuolo CE, Muratore CS. Extracorporeal life support in critically
ill adults[J]. Am J Respir Crit Care Med,2014,190(5) :497-508.

5 Sheu JJ,Tsai TH, Lee FY,et al. Early extracorporeal membrane oxy-
genator-assisted primary percutaneous coronary intervention improved
30-day clinical outcomes in patients with ST-segment elevation myo-
cardial infarction complicated with profound cardiogenic shock[J].
Crit Care Med,2010,38(9) :1810-1817.

6 FEAR,ERT,EM,F ORI RS LS 0E ST RN IE
FRAL)]. FEAMNSIEREFE A E,2019,27(11) :607-613.

7 Esper SA,Bermudez C,Dueweke EJ, et al. Extracorporeal membrane
oxygenation support in acute coronary syndromes complicated by car-
diogenic shock[ J]. Catheter Cardiovasc Interv,2015,86 ( Suppl 1) :
S45-S50.
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PO TG BT S B 1 SCEk R T

IHL AFER kBB kEE
VERON K FARERRE AAE, T F
T A RE B B R T o

450003
450003

KR P CHIRGE; kB K, RS
FESEE R459.5 XERFRIRAD A

FRC DK A D IR AT B4 AL 3 e 2 —,
FUR A FARBIBUIIT A AE R T AR Il =4 R T
AR IR 22—, i DAL O A B0 45 2l Jbk 25 ) | af e
SN AR OO R AR D I SR AT I A
2GR, T BT R S8 AR ( > TFr) |, NI
FEMRAPUI SAE LGRS o ™ H LI ShE
BN R R AT AR BRI TR, MY By i . A
HIE 1] i OZ B AR AR 3 Bl Y
{11552 > A5 3K

fm 5 7 #

BHEL,55 % R O 2 R 20 4R A
A K 1A T AMNBES T R BREEIE , 2840 I
Jkilm iy A8 AT ML W M. 2020 AE2 A7 H o
ST AW B 02 T A N REBEE NF,
B B A B L 2040 L (RBC) 2. 35 x
10"/L, £1 40 Jig FE A1 (HCT) 21% , 1fiL £ 2 11 (Hb)
72.0 o/L, M /M (Plt) 38 x 10°/L, 5 3 fig: WLEF
807 wmol/L, JR & 35. 2 mmol/L, Z i F. 5t , N A $t
TR HIV fpik e i e A sk B B . 22074l &
AR FNT A A DK P N RS AR ) I A P 2 Ok
AR 8 R o Jd A T 2 5 e 145 0 5 A
JOicA AT % T 1 % 48 B K # #r 5 8 (BD, Hemo-
split 70 X348 ) . H F 4L F Trendelenburg &4 , 17
FAREBALTC W FE A 1 5 TF IR 1RAE , 78 P S 5|
TN R Y Seldinger £ A 5 47 47, 407 50 4 5¢
AR AR RI R , S RS LR E R T 2
I + g CT fadr R g p R R g
Fk PR S R B, B AR S AR, AR AR AE
BP 60/40 mmHg, HR 60 yX/min, R 25 ¥X/min, Ifil 5/
HIE (Sa0,)90% , £ A - i AR IR BL, BB 24 1M 1 7

%

* A
Ci s

DOI  10. 11768/ nkjwzz2220220218

FNGIR RIS, 0 SR R KB B AT
A B R TC IS A5 R I TR BRIE R . A
J Rz A S & . A T IR A, 2
It P R U XL T e R B T IR R 4
ORI TR, DR B IEH , Ol F YK, HR
60 YK/ min , 55, O F AR, A AR T2 XK ) SR
LI AT R . U MR
PEZK i, B A O 0 I ) b . BRI S
W, 5 5C)R W Je S BV N R A T TS
W) w3 i Il 45E B ( Haemocoagulase Agkistrodon for
Injection , JL T FEIR 25V A A FRA R ) 11U #fikfE
T Ak i F AR 2 H O L BRI ST (Norepi-
nephrine Bitartrate Injection, 17t K B& 245 o [H 7 R 2
A)) 8 mg KT TE T e Bk R S0 T S (Sodium
Bicarbonate Injection, i 7 B I8 il 26 A R 2 &)
250 mL KRG 13 . 3% 30 5% B R T 2 W ( Succinylated
Gelatin Injection, 7 MR K IR 25\ A BR A 5] ) 500 mL
BRI AN Y 2 e A7 B RH PH A K i 2
600 mL £ FIAFLLAM 4 UCHF BTG ) (S
EAME VMR IRYT , OR 22, B R AT E,
1 hJ5 R BERE 2 36 YR/ min , 59150 ik 35 A BE fih &%
TEMFIR SCRF (HUBGE ) TAT M AME R AR E R
F (HENAMREWE IR E S Norepinephrine
Bitartrate Injection , £ K EE 25 A7 B A PR /A ) ) 1 mg F
KAEE (BTG i (BRI BT FE i 1 5 W Atropine Sulfate
Injection , MV By A BR 28 7)) 1 mg, Pk HfE
ek 3 min J5.0 FFEE 78 YR/ min, [fil FEFFE 105/
39 mmHg, KL IR AMBUAR YT o S BIAG £ i
H + 10 CT 4278 8 508 T koS BE A
N, TG B kA o R P REORE , A 0y 2, DL
la,lb 2 If % #:RBC1.69 x 10" /L,HCT15.9% ,

B A E EF AR X B A R B (No: LHGJ20190613)
Y% .k & %, E-mail : zhtzzu@ 126. com, 7T & B M T4 2% T 5
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Hb 50.0 g/L,Plt 95 x 10°/L, [f454MNpF4xi2 B I Mg
PRAT 1 I Do 728 18 0 304 T I 45 PN 7 PBE SO AR A
Frbuta T TR E b i DK L 0 ol A AR R AL,
Wt e, P ICHERR T i fvs B S A EHME &, SR8
R TIRSFIRYT B S W R . ABEEE 2 R4
o5 A SMEHTF R ITAL 85 A A RS, 25 ik
bR A BRSO B BN S N, B — 4 AR BRI
TETREAE TR RER M2 7 em 7 A48 30 ik 2
R MU ek H S 2T (I, %5 R AT 48 2R ] i
BHNORRTAFN) BN T em J5 (A
L 225 F)  FRUCN A8 B ks A e Ik s G 4l HES
LT AR, 280 75 A T A8 R o7, A7 0 B N AT UL
BENTRE, SN Bh i bk T A AR BER K AT WA O
i PG H B AR AR, 2 S AT A A L R bk
WG PAL  BERM T A T . ABES 3 RAKBEL
FRAST ATIRSS R E A B, Al WS4 desm s T4
O 5 EEE KA AL, T7 HER T ZoKF, DLE 2, B
AP E . ABESE 4 K, BE A e E
T 36.6°C ,HR 95 ¥X/min, BP 120/70 mmHg,R 16 ¥X/min
(WS4 B - 4] FiO, 50% , F 10 Y/ min,
PEEP 4 ¢cmH,0, PC 14¢cmH,0) , Sa0, 100% 47745 fill g
FEPA G 1, BT 2 1000 mL, ABESE 7 K, 5
TR G WA, ABESE 8 RATHIHR CT #2
M RO L S AR O, UL B 3, 3R B s 5 T o
ABEES 10 K8 HiBE .

N~

Bl R CT(

L6 ARS8 ZATHERD)

A

WARLSSEESEAGE 2022 4R £E28 % B2 M)

M2 NE#E3RMBEMTH

B3 Ak%8 XM CT

i

I 2 v R B A AR A TR R T LT &
i, W LR RO 2R R 2 B R AN B L
ES QR R B AN ] UG PN €13 7/ C R = W= 1= gl A 11171
A B R AE R IR A 25 1% o AR
It S B i PRI AT 73 A2 B 1l g ( <400 mL) (b
J3 [} (400 ~ 1 000 mL) 75 2 i ( > 1000 mL)
SEAEHHOCHE I R T 2888 75 RS CT i ik s 25 fill 12
Wi, B2 I AR Y 5 0 R R T AR IR
97 o ABIBETEIR PO R A b E iR 5
BT A8 A TR T 98 & s , WA B 12 DB ok A8 AH G
P IR I 2 1 R R AL, A AR TE AR, ek
it 52 5 M F-AR S SNBHEAE i T SRR B ER
(292 ~3 cm) , i N HAGARTT B HERR ; (5 To I &k
Bk, IR B DR STIRYT . (EIRFZF LA LT
B ] A B AR AR B K g A e i
178 i 5 B A BRI A R e B KIS T
SEEFRE A LK, O 8 2 e i e =X RR T
MM o A b 3R i A7 AE SR BR A, 28 35 J2 Y B2 Ui
PR AL E AT RS | A — 2D A By, R [ )
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A E AR5 5 T2 S 2fE% FE RS
PREEIR I, AEWESE S AR 1 B A 00 35 P vk
A T S O L s e DK R AN s 5 | S i B, RS
BIT R R B, AT W i 51 S IR 22 . Park
SR AU T B BKAR A TR T i L 44 4R B
BV Je 1 44 3R BRI L HEAT 4 RAfAE 24340, i
Frlbk R Bl K FUIR BT A sk i 22 & 5
A5 | R ™ 0N, A 4 B PRI 3 S0 U0 R
HIEHYIHEIT o SRS AH DG I AN 3 A
A BRZ 34k E IR i e, s A B AR R Y
FEIR T2 B — A R SR BT 24 h
BAGAT Al it i, Rivter 255 2 A9 55 — A2 L
FEAER LR AR B S5 A AT s 1) 2 ) i B 3R
1M 5 3h kN 2R FL A st T A8 AR B RS L P BE
R B 5E . Waldman 255408 1 ) 4e
B R R S ATHS 1 W IRGE BT I MR R
JEOR AR B S H L AT 2 WRANLRE AT B PR
e S R, RO bk 5 R A O kA
A 00 s 5 | R ) f B, 12 WAy B SR P L R, 5
EEFEAT A 5| R RE IR 7 5%, Tapson 2517 4738 1 43
FRIKAR S BB T sk, 205 3 h i iGE B g
B, PR A A R e X 2k, 3R BB R s ik
LA R /0 i ) REORCRE 200, R T aE T A
JHFZEPosE S e Ak it 5 1R MM, 77 I B F- AR5
WEEEN LT HEhMA A Zhang 251 3R 1 6k 47
25T PN 8 JOK Ak A 1) I 328 BT 5 4 1E A 9\ B O e 5
T8 5 R HE IR ol B, ek 5o P ol 5 3 5 A A
FEIMAE B P R EHEA LE#EK. R
B 221 i i) i 40 38 A i ) — 28 . B R RN IR Y . PR
Al ZE T 5 R M A, B A 60 T I A P B
J B B < 300 mL By, AT RS A R B A6 5% ki
BB H W5 gk & I R, @ AE R W) 24 h
ZEHB B RAG , LA R IR R e 1, I W AT ]
TEAE R I T 5 A8 o (o7 T 1l /7 4 HLAT B B 3
JkBR AT B, 0 AR A i AR PR, PR 3 4 o 1
IR A A S8 A AT SAMEME R ) IR
PR T4 s AT S v T 45 I SMETC B 8 ) ik 4 45
AEERELE X R R s PO K S T R S I
T LEE#Ek . FEmRiEfE s, Tt R EA FER
Uiigfls AN AL, F A % DA s A i 3 A T R R
FEFE5r 51, BT i s BRI B IR YT, b S Al
o | RS A M b e W S5 R

BUBIT R AE 1 & A 3 Bl A 2 0 U R 34 n i v

161

IR FEAT AR R A BT A A R (R R Y

Seldinger F AR ) A5 47 4 28 16 1 2 il 25 4 T ok 1K

HEFAILRRE" . CHUZIIIEHBS G S

T TR L K S AR R IR RIE RS

IR RO SR ARG G A I I 0 O TR

T B8/ DA S SE IR T AAE B O A T

JnA BRER K R R g (B PR LG B R A AE ) 3X — A

PRBOR, J7 1 S v i DK A A H R S B

Lo P IR A s SS 10 mIL A= FRER K FEA T

Ve, J— BLBE IR T 5 O S A, P D sRAE O 5

B 8T U E T 2 AR BT T I TED, ) B R B 2

(<2s) JEIR(>2s) JHK, P L b5 i b Ak B 1

(HEIR IR R e A M B AR . S

PO Bl A BEER K gk sl 7 e P i A A e

TS KB BT 58 i o o7 P A I, H

PR WA AT PRI E AR

Jo X EREERGE, T/ 58 R ) B B, 4 AR RO

[6], A A T EOAE AR RO BT o A, s

FGE 2 T AT R AW T3 m R

& £ 3 Bk

1 Zeiler J,Idell S,Norwood S, et al. Hemothorax; A Review of the Liter-
ature[ J]. Clin Pulm Med,2020,27(1) :1-12.

2 R Uk, WRG,F RRENFEIARB LM —HI[]].
o 48 BE R % ,2019,35(5) :381-383.

3 Park JH, Song J, Oh PW. Massive hemothorax after central venous
catheter insertion in a patient with multiple trauma[ J]. J Dent Anesth
Pain Med,2021,21(1) :81-85.

4 Shorr RM, Crittenden M, Indeck M, et al. Blunt thoracic trauma. Anal-
ysis of 515 patients[ J]. Ann Surg,1987,206(2) :200-205.

5 Ritter DC, Chang FC. Delayed hemothorax resulting from stab wounds
to the internal mammary artery[ J]. J Trauma,1995,39(3) :586-589.

6 Waldman RP,Donner M, Bilsky AC, et al. Delayed onset of hemotho-
rax:an unusual complication of subclavian access for hemodialysis
[J]. Nephron,1984,37(4) :270-272.

7 Tapson JS,Uldall PR. Delayed onset of hemothorax: an unusual com-
plication of subclavian access for hemodialysis[ J]. Nephron,1985,40
(4) :495.

8 Zhang W, Liu T, Wang X, et al. Hemothorax caused by replacement of
hemodialysis catheter: A case report[ J]. Hemodial Int,2016,20(4) .
E7-E10.

9 Dixon OG,Smith GE, Carradice D, et al. A systematic review of man-
agement of inadvertent arterial injury during central venous catheteri-
sation[ J].J Vasc Access,2017,18(2) :97-102.

10 Faraj J, Choudhary A, Ritter JC. Covered stenting as bail-out tech-
nique for central venous catheter malposition within the brachioce-
phalic trunk[ J]. Vasc Endovascular Surg,2020,54(1) :65-68.
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WARLSSEESEAGE 2022 4R £E28 % B2 M)

& R il 45 4%

FECENE I EA £ A ARG I R

B AR ETR' ORAmA g FhA RE#
'"HREHXFE—WEERTREESFH, HBLERF 830054

CERKFWMBLT ALK EER EREFA, LT

102218

KPR MATHEREM G, SWPREFMESAE; KIMEMAS; AEE; SR

hESNES R563 XERERIRAS A
SERZ ™ B R N 2 A A R 1A T G R M
GERGL SRR 1% ~2% | 55005 v 85 R A
) — b, A Sy 2k I 38 25 B AIE (acute re-
spiratory distress syndrome , ARDS) , 30T R & ik 69%
~90% " RN A A ( extracorporeal membrane
oxygenation, ECMO) J&—F ek R (1A SMG IR F A, 7]
K ERAE W B (intensive care unit, ICU) F1 [ /6 55
P L0 NG T 1 VAT 3 B - el g 2
RN 22 1 1T Rt H A O I e 0 1Y 2 7 1
PR TR AR AR SRS 2 BilfE R
FHARROR 283, A5G SCIR A > 227 1A 1A T R HE
FUR 25 R i RAERAE LA K ECMO [ FHA8ET FAS #E
yAr 1 427 % ,2019 428 H 11 HIR“ %
PG 3 d 42 13T TR e R R 2 —
B EEBE R, ST 2019 4E 5 H 29 HAEFRBE AT
ZAARRAORIE 2 ML, A R I R B s, 22 7 J54)
UK, e A, 3 4 U BER W S . 3 d AT
TCHT 375 DR LD IR A BBk i, B e AR A 39°C 1
Z 77, TR R R AR DR R4 IR R
BRIE S, R/ IME TR AR A% 5 kg, BRAES: B
T2010 4 10 H #2458, T LS4 2591677
TAAJaU o TTHABEE . IR AT Al
$1. ABEKAE:T 38.4°C,P 86 ¥X/min, R 22 ¥X/min,
BP 104/62 mmHg, & MEIERE, 4 5 K kIR TC
B R G IO R, S, A TR, R R
AR WoBTCHIR o PR PR, XU T e R 5 AL, A
5] RIS HR 86 YR/ min, 5%, BT 2 X R
o] S 2 o MERRRERE , B2, vl fish S iR A ) A
0, JC R S Sk, S IGUI T oK B, R X TE

PERATB HBEAKFHFTRERAD (No: YG2019096)

DOI 10. 11768/ nkjwzzzz20220219

I AP B M AE A o DURRETE Bl A, U TSk
R B AR, A B FE AR WBC 5. 06 x 10°/L,
NEU 93.50% , PCT 1. 26 ng/mL, CRP 85. 59 mg/L; i
FR WU 989 o A BEL W - G 4 iR 22 1377
1RO 7= 5 LR R A I il 0 ke e 5 3 M LA IR IR A5
ST SRR 1.5 ¢, 1 IR/12 h T 7
5275 SN FC VR BV W W A B8 Ak R IR SE X RE TR YT
8 H12 H I+ o0 i 5 Sk # WiR i 4/ &7 2 10
3 g,1 /12h, 8 H 13 H 02:35 22105 K FELL
EfE MR £, HR 176 ¥K/min, R 46 YX/min, BP
88/40 mmHg,Sp0, 59% ( i & %8 6 L/min) , % [E
YRR TE P v 3 B R A ICU , 45 T T A i
MU B FiO, 100% |25 H B 1 IR R 4EFFIG 30 7
S FH S 760 IR B 40/ 67 B 3H AR 3 g, 1 UR/8h, B A R TR
BEPGVD RA AL AE ST 0.4 ¢, 1 R/d Py, 4 H
SpO, M A4ERF (Sp0, 85% ~92% ) 47 T UE
MBI [ Bilevel #55, f 5 S R4 1 - R JE 1 K-
(Phigh) 35e¢mH, 0, fik & 71 7K ¥ (Plow) 18 ¢mH,0,
Fi0, 100% ] ,Pa0,/Fi0, 7 100 ~ 180 mmHg Z [f] , 7
S A SRR I U TR RO DR A R A, — AT TR TR
2GR G BRI (=) s ST TR A DI s 4t
SERUARBIPE 454 - DNA BiPE, 8 A 14 HHifi 77w
XU SC LR (3 22 | OUBTT 3k 18 o0 A1 2 2 B R, 3R
ST 23 , ULIEL 15 Bilis CT 775 Uil B A 1] U, 2R 18 43
A H/NEE 5 B 52, 85 5048, $ R Rk e
PRI A, R0 i s U, LRI 2, 8 H 15 H 05:10 A
SRITU% , 77 J5 Pa0,/FiO, 62 mmHg, J& I HL 2
FOFBA I EMLE UG, B A S A, Pa0,/FiO,
62 ~80mmHg, T8 H15H18.00B# 5| % F %

YBAEMEH R &, E-mail :691013289@ qq. com, #58 4E R A R L& K G eed ) dk 137 5



WRSfEEIEAGE 2022 48 H528 % A2 )

Seldinger J7 {528 B¢ 25 I # Jok B 5 PN # Jk EEA EC-
MO ik 58, R FHRTF 2 PUsE, 17 #8 bk-#% ik ECMO,
AR, T8 H16 Hiddb st bhFnBE B & Kk f
52, BRIl CT S 155 52, ) bl 2s , ki
ORGSR PR 5 PR RS R AR | 5 P i B
GG WA PSR B v BB A T RE FO R At 45 4% o
4 H 2 U 2 SO R 5 S < il T R A
V) JoR T A L 20358 A | AT WLAS LR PR ZE v A . 2
B S I R 2% B0 B il B ARG A 0 12 W I A T 4
PERGZEAZ” o SERVSA T S AR + FUARF + 2 0 T 1
+ MERRBEE LSS Ry T R e btk AR
SRR S AR AR AT ELIHAN 3 g, 1 YK/8 h, iRk
BPGY RN SR 0.4 g, 1 /d + BRERRTK R
EESR 0.8 ¢, 1 W/ d SRRy . Ak fiti
TR SR RIMOZ 388 <, 52 A Wl e B it 7 s L
it 2 R R Ul A, it T 7 3 A 0D ) A HE B
ECMO 3 &4, F 8 A 21 HIRA FHL, &5 56677
R, T 9 H 6 H I 244k S5 677

W1 wA Mg

B2 M1 CT
FRI27 %, 12020 43 A 28 H KA
Wi B K B Fe] 2 S F IR R AR BRI
BER 28—t B2t 1CU, 2 A FifJo W2 7 4 H 3
SR N el , AT A g 38. 5°C, REMR T %, R

A 2
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AT R AR, 76 214 1 1 e A A 82 7 0L A Jf s
TR, 45 W s 2 00 5 | s R IR 22 o 2020 4F- 3 S
10 H %2 28 *° i HH B B 4 1 24 M 1 e 1 SR 4y
W, 7 I B I i ik 40°C PNk L B o], i
CT 7R WU 22 2 B R IR v % B 52 SRR Mg 722, LA
i FE RO 5 25 B I 45 4%, 47 T BB 45 R 0T (HR
STPRCRRAE, T3 A 20 HIA SpO, MELAAERF 78 1
LB V6T — 85 o AT 2 N T, O A 3R
Feo APEgEf&.T 38.2°C,P 135 X/min, R 27 ¥X/min,
BP 132/67 mmHg ; M IR BE R HAIR , A5 7 5 I
W e AU k. AN X el . 45
TG WAL R B < (FiO, 60% , VT
6 mL/kg,PEEP 10 ¢cmH,0) , Pa0,/Fi0,215 mmHg, /&%
Yudg kr. WBC 22. 48 x 10°/L, NEU 94.10% , PCT
2.01 ng/mL,CRP 90. 59 mg/L, Ji# F 75 XUl B g &
2 R BUIE BEARA S 2 52 S B8 1 52, A ) Jey B A2 20>
UM, $ s U TR 18 PR 8 5 T IRk g, DL IR 3 5 il
H CT 7R WU 22 & 1R BB IR B3 8 i
WU it B A il e 22 8 RN AR B L 3R
7R U IR G M A, U b it K A i v i 22 il <
P R IIREE , WL 4 FRIG SR < Tl i 2 s B
SN M Z5 ARG T 40 M5 a4 B 5 9%
BERZAT TR IR i S 25 4% DNA B 2560 5 Il R 3%
R BIAS AT IS W A - il A B e 5 P 3 5 1M AT 1%
RS 1% ARDS (B2 J88) o 45 T S MRk + ) 4>

+ ML + Z T B PUIRPL 4 07 S Sk
FELWRER 4/ 7 EIHEN 3 ¢, 1 U/8hHTid g fF Rz id
SUEEEE. T3 H 29 H07:00 &35 5.0 TR
{2, BP 56/32 mmHg,Sp0, 62% , ~7. B (- Rf M7 , £
#0710 K& H F.0%,07:29 HR 128 X/min, R
39 ¥X/min,BP 101/54 mmHg, SpO, 88% , &5 2% i) i 7~
JRa PR AT B P X5 A, S AT 1< pH 7. 26,
PCO,64 mmHg, PO, 62 mmHg, Pa0,/Fi0,78 mmHg, &
I AL 2 805 A A o A, Pa0,/Fio, 62 ~
78 mmHg,F 3 H29 H12:20 7 B #8515 F X% H
Seldinger 77 V28 K¢ 5 J I JDk S 250N ik B2 EC-
MO Flik 48, R PR BUEE, 1780 Ik-# ik ECMO,
RS IR Z2 U BT A O & RE (4 A 3 HAE
Ifit 1 500 mL,4 H 4 H{#E Il 100 mL,4 F 8 H & ifiL
500 mL,4 H 9 H{f113000mL,4 H 11 H {f I
600 mL) , 22 15 g B A O B i, B 45 T ok
S PAY AL LA ) A3 LA A o A T b 1l 24 ) | e A
W AEIRTT T Ik a7 A 2 i A< SR ek B
ARFRMALIE =, 200 S A P B It s 8 BE S, T
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4 A 12 H ECMO R FHL, £ )5 SR 7 i i s g
T5 A1 H RS AR ST 45677

B3 w2 MA

B4 Jmfl2 8 CT

it i

2B I R BE R 0 = i N BE, S5 A%kt T 7R 2R
FEIAGIE 1T BRI N R SR ST R K
O N AR AR, A R R4 e
LI, SO AT % O M 25 A%, H B
i1 Kz 200, 5 PR e i ) SR A i 3 P
TH BT 5 0 Bl A Rl A< S R, T T T S Ol
ARDS, i T2 14 I LA 16 H0 250 il 225 A% W PR A
AT Bl = H S0, K 45 SR AR A, B3
WIS RIS Wie Sl TR , A BE Sz I 3k
TTHEPLERZIRYT , N2 B A By I i (o e i
A XS G NS

ARDS J&— ™ 5 A9 A% A8 1 I 0 5 vy, XoF i HE
ST R, RS B T ST HOR A B A, (R
ARDS HBHF T HATE ik 45% ' . R4 ARDS
PT35I T 2 25 5, (EL L 1 R 0 %
BEFH SEE R HR(23% ) LT IR
ARDS FHEIARTG YT W 5 38 A HE AR L, (45 13

WARLSSEESEAGE 2022 4R £E28 % B2 M)

FNATT VAL PR [ I SRR PR YT . (HAE
AHEH R T 4G BIIG 7 7R 2 10 b Rl BE TS 12 5,
FVPE R ik TR IR T8 SR M T RE 23 X iR L ik iR
W, 2 J5 SR RO 308 A7 T S PR 2 PG
TSRS B 40 R 28 7 4 A= i ) B R
1BV 22 PR 3R BRI AR G 458 43 ] Rk — 25
G . ZEK-FR K ECMO AR 25 S 30T fi] 1]
FREXOT 2y T8 T 7 AR T 52 ) 1Y) S 5 0000 B ) 2 AR
b, BT SRk 8 SRS e, BRI I B S HF R T
S5 IR 1 s 20 WP W AL 5 6 %) it 468 4, SR il AR
B ONIBIT R A S BORAA I HL. Pacheco 2511 42
LR AR UR AR ™ 5 1 FH K- ik ECMO (935 7 TiE : (D
7 1) WP 5 vy ((ELRT B T3 ) 5 () i Ml P2 LR ™
HIFMPERR T , TE4 T B AR H LG S, I
MR AT ARG I 2235 UK/ min s DA W FH 5 (W I L S ¢
AE HURE BR YT T CANBEE LR W 52 5k R Moz
A RS 10 PEEP 25) | Pa0,/Fi0, < 100 mmHg,
Fi0,=90% , PEEP =10 cmH, O ; 338 H X Le b5 I
AN H ECMO By 48X F510E , A 22560 19 ECMO [T BA
WA £8 AR A+

Wl 1 P A2 AR ZRE- IR IG RS R A O , AT B 45
Fed s TEAE IR FS M 2 B 2 K7 T B, S 30k
CL A S T e, A4 DAV AR 1 4 A AT B T o B
3l , Kk AMZh Ik & 58 S BUMATRE BRI 45 %,
L PRI A e 45 R A g i it J i e, i
A= ARDS G5 1] 323 7= T i 17 i — 2004k
R FEROTESCER S Wbl 2 7 iEH R TR
W) FRARBL 2 , B9 1 T Rk 25 R T TR IR e
B, FIA R BB 2 T AR T IS BT, 70 1%
S g i — AL, I TF IR BT 4 R T B R
PRI TS AR LA, S5 AT I R A IS 2 AT
RO 457, I A G Lol I Re ™ 2 40, i Jig
i ARDS, S A MELA S, bk 2 B d ik ey
T ARDS, 7643 T /NIt TR 0/
TEHZKP il P Pl AUR IS 5, AN BB B A S
T O R UL IR M8 i A R AR T T B
J& , W[ P AR 4RI A 4TS 3 2 A7 7E (Pa0,/Fi0, <
80 mmHg, I [A] I 6 h) , g 2 f i A ™ i —
SALBR U B LR b (Bh ikl pH < 7. 25, PaCO, >
60 mmHg, $F4% 6 h) , Ry By 1A A4 A% AL Bt
I JRBEOR i 14— 20 3 AR A | BB AR A ULAE T B
AR, 2 2 RHEEETHE E L2 5177 134 DU
SCHET SR A A A A IR i S SR I I R 9
H T ZRIAMPE 3 ( respiratory extracorporeal membrane
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oxygenation survival prediction score, RESP) 437124 3
SR04 WU AAF 3Rk 6% F157% 1 75 &4
fIE H I % Ak s, <7 BB k- ik ECMO, & 45
A, e B 7 3 4R 5 DI RE B A5 21 2t

ECMO 8] %) T~ 3 & i (14 B 16 e Ay 822, AT ]
— T I A 0 A AR AT REfE St A A I UL
I S B ARG A48 - O 1« A G A B |
I/INBIB D FNEE K TR SMIE R o i o3 - 22 R AR
WA ARATIE 1T B 1M A9 (Von Willebrand ), 1 4 IfiL 4
14T 8 A 4ERE7E 70 ~80 o/L LU L, [ PRBR#EAL Hofi
>1.5 ~2, 4 EAIR >1 ~ 1.5 /L, & KA R
P& R A i, 45T Rk i I @ A JE B F T AR50
PEER R A= ) 2 1o 3R 330 5 A M1 1 28 0K 2 IO ) T
I, A3 g4 BT BE IR , B R T R O K
e — SRR 7E ECMO STRFII 25 7 ) 3k bk
F A BR) s @ i : 2877 4R B TR AT g s R AR
SRR I, I 22 A0 I AT BE S R T L
BN A AR, w5 K B D O il R 9
R T RIS AE , W ST BIMERIIFER
SO UL (N e g ) | 8 T Sl H it =
1/ < 20 000/mm?®, 5 4 i ifi /R . 2 7= 1A
ECMO SZHpIIA], th T B BPBE M & A= U, i EE4 1)
JETE AR I & RE T He b i I R SR £
B,k 32 ~37.3% 4 FLA PRI AL 1 S 5E TS
AR, TS Bl b A iR R B Ay
WIS o 2 B FE BRI i SRR SUR AT RYPTBESR
1% ECMO HLsETA YT AR BE 1L 150 (activa-
ted coagulation test, ACT ) A1 Ak 3547 15E 1ML 15 B (5]
(activated partial thromboplastin time, APTT ) I il 45
PR S RN L 0 2 P i H AR ACT iR
SPILETE 180 ~220 s, HAR APTT JA Y7 {5 HI7E Sk (A
1.5 ~2.5 £ IR 4 el e 7 P 2 4 2
F L BRAR AL FUAE /R 208 2T B s
B BT U o B 1 PR ECMO 32
FR B JC I A RE & AR W 1) 2 77 40 ECMO 32853 1)
ZYCH IHAE 1 im, 22 5 I sRAS A S L i, fe
Z—PE 1L 3 000 mL, 7645 T 5 B 1k il (BkJe e
P1) i (£C 40 A 54 Ui 2% 10 110 mL . ¥ L3
61.75 U Ifil/Mi 1.7 MRY7 D) kil 258 (A= KAl
2 BRI VL 2R 48 1 5D SE0Y7 05 IR I8 .
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2 =455 T ECMO 3245 6 K (14 K IRA T AL,
i S Sl I RE W S 3, 28 )R SELR IR
T AP B 2 ARSI T o

2 £ Tk
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Tk EEEE R E KW I 1 65 3CHki >

RE BT
BT REERELAFA, HLTT 443100

KR T B Kbk
HESES RS73.2 XERARIRES A

AtE BIHARTE K R I R R W 2 e
REZ— UL T I ALY B B N Dk
2L AEBEREE I v B R UK R, EE)
ik & 45 % (aortoesophageal fistula, AEF) 25| i /4
AT R H A 2 DL B SR A S g o s
S GRS &SRy = 8B TE=ENi0] 1] N R 18
[ Dulreuil T 1818 4F YAt , 2L AT i
LM, RZEEE H 2 TAEZE KA G2
W, TS XIS o AR SCHGE 1 3] 3 30 Bk 248 i AR 3 O
TR ISR

B AR

BHE G50 % R RAE 1R K A=K 1R
ABEo B35 1 JERIToI B 5 R B AE 4 Wk, AT, 1
KB 207 B, R AR H AR
ISR IR R 1 U, A B e R, O IO R
B K CRE 200 ol 2 TR B T R R B
THALAERL, i PR & I 1 7, fE 24 50 mL, -4 A 3K
Fho BB BEAE & 0 RS s 5 4R, o i < 180/
120 mmHg” , 7 L ZRI& IR B FRIRYT , A W 00 i %
ACEHPLT AR, BB 2 DR, SRR A
TABEAE I fth 457 5 96 0. A Bt A K. T 36. 6°C, P
122 ¥&/min,R 19 ¥X/min, BP 81/47 mmHg, &7
FE BTN, KRRV, TC I SO kR, HR
122 YR/ min O W2 K 8] S W 5t S, T4, TG
FEI e SRR, PG A ik B, IR A fioh B A ke, XL
TRTEAKM . A B 24 1M F AL Hb 76.2 ¢/L, RBC
2.37 x10"/L,WBC 8.96 x 10°/L,PLT 132 x 10°/L; &
ZIRINF M AR W55 o ABEJE T 1kl 0z |
AN TR L SERYT B A A IARAE AR e, R
DESIMIEAE I I A PEZ I, RS T A
BeJa s =R L TN sk A, ik = B b LBk
B, OB AL — R BRAE /R, DLIRT 1, R B R
15 , IE VRIS A 5 SR S 1l DA 2 A Ab R St 9 o, PRk
IRBE, Bl RPARK i R i, 52y 1000 mL, i

DOI  10. 11768/ nkjwzzz220220220

T IR ORI AN R 5, T
Ba 5 R AR L L I A I A AR B e ICU R
5 h JFEET .

R AR A BT 25 em Ab B A R RE LK/
254.5x3.5 em i 1, GO 5 3 kT, X
Aab 3 B Iy 1o £ O S IR AR 5 32 Bl ik P )
B REREER v WAL Ktz , WL 2, A R L
B R B F IR SE B YE , IUZ R R IRAE s 323
Jok Hp S50 B 5L , A v 4 i SR B T
AN RERIZ TN Bk R

Bl WNEHERL

M2 FRLEsHEHED

it i

AL 1A A AL L %
AR TR PR H LTS T, R A LA y T3k £
.

TiBAEAEE AR E-mail :53914428@ qq. com, LB E G T R K A ki 31 5
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AEF 1Y% Az 5 858 F i 32 30 Tk i) i 201 205 4 4%
PIHOG, BT RS e 130U R 7 5 s Sk Ay
i = Sl ok, Ak BRSSP S R R
E AR R BB R AEF &R0 %k
ZERL R EAE S IR SERE ST T B R K T B kR
HHIE NS PR 2, 32 50 DR 3l B W A WA 2k
FRAREERR A AR R kR B E . Ak, AL
T 2y RORE QR G B A R AL S5 R, TR IRy BR
Sk Bk SR LS iR, L sk AR AE AL A4 1M
A RESAMEDR S | NN B YRR, AT SR R
IMIRFE, e & B I o F Sk g 9 . S 4k, &
B SIREANR TSRS ARG th T SRR
AR B Sh KB A PR 3 U T TR A ARF P
AR AR R B S 7 RAE MRS TR R
R SR B R I B PR R A A
W FEBIKIE . PRI, 28 B E koL 323
Jhikcgea T B H o Bl Dk B A R Y I A T B
M R HAE R R

AEF (g HL A1 PR B Chiair =HRAE, ]I M-
JEPEIR M55 (AU ) H I ) 0 /5 S 1 K
1 R B R T R BNk R AR R 4
KBl BT I8 5 AL A AE R 5 S A O i B AR S
NI 3 AS EA S = U G s B e} T VN 82187
Ml VAR LA, i ] B AT A5 R, s R 2 U A%
R, W A B 2] e AR B PR I, 26 I Ry R R ff
IR S B A P43 £ T BEAE A0 I L i A B A 3
AT PECH L 1258 M S AR R ARl A, A B
1 RAERE AR B A A5 5 L™ 208 e T e
H AT NSRRI 75 A T Boam PR R S I, 24 PR R
TCRIET

FAR I AL TE PR B TSR AL T2 9 (com-
puted tomography, CT) & % 3} ik L4 1% (CT angi-
ography, CTA) HUF 85 4 K (digital subtraction an-
giography , DSA) (#EIL4R 1L 4 BUIS (MR angiography
MRA) &5 2 Iim AR b ] e £ 4G 2 07 2%, (B N B A
RS SEFB, W TN A T REs L B
PEICHA L, X e B MR B8 AEF JR 3% 1] e CT B CTA
G TBe, IR EARAEE : O 5 Bl 3
JKIRBE SR Je i S, T2k o X L B AU QB4R
T kRE I AAAR R 2 TE AR 7 18] B s BCT 1Y 5
25 3 BB T J s B 0 e 5 4 A AR
o S AR A A R A, AT AT

— BB 2 W s v P B T S IR A, 7 AR
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WFARIGST , NEHASFIRTT 1 R WA G BB . P
SCA S TERSMIG IR T T BT 5 SR AR 4 414)
N E ) NN K=K Y N[ GBI NN = R/ ES e
EEhkEEE 6. TRET IR RY SR E
Sk 12 fl 8, Kb 10 filg it —IFARY)
B A2 3 Bl RO B4 N T A8 sl A 7 3 3 ik s P 7 i
XHEA, FEBESMERE O, AT T AR
FEL 10 F15 B F R R d it be, Bl 1A A ~
13 AERFATR , 53 2 AL T2 3h kA I S R 3
HBETARSE 1A A 247 RO MAET 5 i A
AR B T 4 I 5 A, — IR AR N T Il A A
il L 0t DR A AV (5 A R e SRR,
AT T A BRI 45 R 6 1) 35 3 ik
B A 5 A 3 30 kB 3 kR e
BRARSEKEES 1 OIF R th T 3230 kg
SR EZ kI Z EBh Ik EAR S L AH S 1T
AR BT b R A g kAR R 3l kR AN S B ke 2
KR SORIENIBEE AR G5 #4141, fe i
EMEEE DI, R, ST ARIRYT
PIREG o AR R AR i AR R & M T B
k3% 6 i, 28 F AR s 7 K E 5L ;2 FilER SF iR T Y5
12,4 Bl 2 BIRFIET: 1 BIAREIET: A 1 il 24
AN CTAEE o

F T B U 0l T e R B R R L it
B JL-F- I A AR B, QSR s i BPAE 5 10 il =z
Je A e A B PR R Hh i =z i, BB R R AT RE R
AR FE UG, BME S i ) 68 2200 W B HEROR
WAL, —MA S, Bk E BT AR FEA
3 Fpr e QB G SB A E B KB 0, itk
AGE TR 1 /N HGY AR i R,
AR AERTHLAE &S 24 h LLN 5 @R 3 30 ko B g
e e TR BURIMER B BT E KR GLIRIEIX
K AR E Bh Dk AL A 5 B) 3= 3 Ik s oA I S SR
A A B, TR D7 2 A B A 1] e B B
SR B A, B IR
B e E

SZ L NEEXT AEF BN T HAZ2 W SR yT &
RHE L BARZR G R UL H i T35 ™8, % T
THAGE I mPEA B8 Y L (s 2 E ) B8
R N X Y WG UNE X0 | € i NG D
K Bk s 5 AEF (5 16 A BE, 4 215 1%
i ] e, ST S CT = 3h ik CTA $£ % F 5 kit
A TCANR A, FTRETEAS 5 B 2 8

(T35 176 W)



168

WARLSSEESEAGE 2022 4R £E28 % B2 M)

R
T AT SR A 1)

HER MEeRT BRR

LR HBEKFRFEFRWERFERS 2% RFA, 3K 430030

A REMUR; WL EHMERE RS TERE
RESES R654.3 M ERARIRES D

H1 5 117 ( median arcuate ligament, MAL) J2&i%
T IO NE LET AEJAV ) £F AE 07, # 1 F2 B Bk 2L 1Y
HIS% o 8 TS0 6L T IR T s bk By, T i
T kA by, B AL AT E R T 8
ok, DA 3 0N o A B U SR e R IR, Bkl e 5
1 2% 4 fF ( median arcuate ligament syndrome,
MALS) , 3 F I 16 1 3l ik R 361 45 A (1)
MALS S —Ff /b UL 1) iz 2 BB , T 1963 4 1
Harjola & RIRIE" o M IR L, 5 PiRis
FIHAGIE G . A SCESS 1] MALS B35 i1 R B8
BHRNSIR GG, I3 ST HHOCSCHR , % MALS (521812
WIARI P AT VA 90 845, DLER & I IR 5 4= X MALS

(RN
BT
v\
P B3k
Frsin K
) Bk
P

E 4
Q)

B

EALBFAVS MG RAEIET K, AT A EF R
2|4 H

Al BETHRASEIATER
BFEL,55 %, 2020 4F 6 A 3 HIN® R E R
3AANE T AHT ABE. ABeRiT 3 A BHERE
B MR, SRR, BE RN, AL,
HEAE T AR A, R0 N I G2 it , S Bed TR
T BB AW BEIEVEE R, 8T S5 )
A7 ARG 2 . 1A A RPN, 112 U

LA AE
DOI  10. 11768/ nkjwzzzz20220221

“JE R R AR AT R A B, R R DO IAE T
B S ko REA:MAfE, 75 TA v 0L B PR 95 5 5 75 1A
SER% AR e s T i A s AR A2 el e
T AR RIS o ABE S AR A A < A 36.6°C |, k4
92 Yk/min, [fil & 133/84 mmHg , {A T +5 %416 kg/m” , i
LR T N G D I R RTINS .07 N NI
55, A MW i2 DX [ S W I 2% 8, IR 4, I B
KK, Ae RS IR, JC R k9, Murphy 1iE B 1, €1
T AL [ R A e, AR B, XU BTk
ABEJG S m wE A A N R G 75 U/L(=
FAH:0 ~33 U/L), JRIEMHE 59 U/L(ZSH{H 0 ~
53 U/L) , I A 40 F 4k, 20 8 71 L i/ H 4
fA BT I VLI PR 28 &L BT e L T AR AR D fE |
MR EY) B EE R EIESE AT N
A B LA B R R AR L Y O H B - B3
O TEE B O L B, 2 i 0 B T R DL B i
S RS ML AE 8 75 7 I T 3l ko 4 A e s >
70% W SR ML FE 295 em/s, [T 1B 22 ( pressure
gradient, PG) °fy 35 mmHg, 5 F 3l ikl £ 150°, LS,
MG E 435 em/s, PG 2476 mmHg, 5 3 3 ik Je
£ 110°; J@HE CT 1 48 A5 < 7T 3h ke b6 b
W 5 28 M BBk 3 ik 1l 45 38 52 ( digital subtraction
angiography , DSA) 7 JI§ Ji T+ 2 fik e 4 ¥4 =6 B Bk 4,
L 2,

E AL EATITA A W T B BA A B
B2 ZRagdsihfEgins

TS E  Hi4 B, E-mail: laijinl @ 163. com , ¥ 3 5 KX T A 2 K fEak kiE 1095 5
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BE RN B R INE A AR . ARG
G GG A R B T KA e % .
Gh, BE SN T B SR B REME B R ABLE A
e AR AL B REI &S, A2k O
MALS; @QBESEME B K QR EF I REA 2. 4 TR
FAEANHIFR | 75 R AF 2 YR YT, RRE AT IR R W
R JEINE . 20 AR ORI SR
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R INE FBE KER B
BEIMKFWESAERENR,BEHEIT 364100

KPR B CHARIT; ERRRE N B RSN A R K B BRA NG T

FESES R542.272 X#EkFRIRAS D
VLA , 25 PG B4 B SCRRIG T BOR B )
N, B3 45 3 3 ik N Bk %€ 2 3 (intra-aortic balloon
pump, IABP) {7 4} IFE il 20 & ( extra corporeal mem-
brane oxygenation, ECMO) , 1] LIy ik v ml {4
BYHZE B A TS T 274 T A R RS, Ao
VIHBAEEAENT 1w 1 88 BEA T el R Sl ik il 4 o e e 2L
ALt ATENUAH B SR AT 4 B e
IR B Bk A A AR (percutaneous coronary intervention
PCI) 6 1 B ks 22 52 20 8 B8 an T
HBH&EL,82 %, B 145 em , {KH 40 kg, F 2019
11 H 6 HKTCH] 5 R 28 & M i 20 ,
SEARFFLEI A ALK R A2 R A, A Beis W o 2tk
ST B4 & AL IS FE ( non-ST-segment elevation my-
ocardial infarction, NSTEMI) , &Ik 3h ik & 52 78 /2 £
T (left main, LM ) K 3 90% P78 , 22 56 4R 3h bk Aif
% (left anterior descending artery, LAD ) JI [ & f B
80% ~90% WA , 124K h ik [0 i€ 3% (left circumflex
artery, LCX ) 1 B 90% B %, 5 — 4ili Z¢ 3% (obtuse
marginal ramus, , OM, ) F7 B 90% P75 , 45 5 Ik 3h ik
(right coronary artery, RCA) IT BL A1 ZE, % [EF AR
SR AAT A NIRIT , TRIR Bl MR E SR
Je WA R 2 R AE AT M RE CT P4 . vl &€ 32 5 ik i

\ |
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|
|
l,
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|
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[ LM, 3% T 2019 4F 11 12 B AR TR Z[ S
O AR R BE o 8 A5 IR L5 5 PR AT s
FEEA O M B L . ABEE/AR:HR 115 X/min, R
22 YX/min, BP 94/62 mmHg, MW ST i2
) K WU i/ VR o GO SO A
Bk LAz ST-T g zs, WLE 1, R O s E s
FE R EREIS BRI 55, 200 % ST 105355 (left ven-
tricular ejection fraction, LVEF) 20% , & 4 45 5. N
viit-B BUEAAKLS 825 pg/mL(Z%{H: <450 pg/mL) ,
BEVESEH TS5 429 ng/mL( Z%{H: <100 ng/mL) ,
WEIE A 53.5 ng/mL( S 1{H ;25 ~58 ng/mL) , LR
WA 176.5 U/L( 751 .40 ~200 U/L) , HLR B4 7]
THf 24.9 U/L(Z % {E: <19U/L), I i 7L R
1.1 mmol/L(Z %1 {H:1.0 ~1.8 mmol/L),D-" B4k
0.65 mg/L(Z%(H: <0.55 mg/L) , [14HHi1%L 6. 05 x
10°/L(Z#%1{E:3.5 x10°/L ~9.5 x 10°/L) , I 41 /&
115 ¢/L (3 %5 115 ~ 150 ¢/L) , i/ i1 %k
267 x 10°/L( Z:#(H :125 x 10°/L ~ 350 x 10° /L) , Jill
fif 82. 1 wmol/L(Z %11 :41.0 ~81.0 wmol/L) , [f4F
3.5 mmol/L(Z#(H:3.5 ~5.3 mmol/L) , ##iL
W SEEAR Sl ks R R AL 1 O RS L 2 bR ST Bedhm
AL UEESE Killip 53-9% 11 2%

1 BRI R A
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A B 4k 2 R S bk 5413 1 ( global reg-
istry of acute coronary events, GRACE) P£43 4223 /3,
BB EN T RIS, §IF0IREAR 4, F &
s fe; NSTEMI, 536 CT I 48 5 (M 33l ik)
WY G = B DK RE [ il ok A B DAk S0 JEL I A8 A B 1
O, BEFS 22 B3l ok & N TABP, 3895 Se 4 1 121,
A 7E 130mmHg, #8A J5 28257 g o], A2 1
R S22 AL AR PR 97 E o SR
W H B s 2%, SYNTAX P43 51 43, 45 F1 5 @ SRk
585 F AR (coronary artery bypass grafting, CABG) &
PCI J5 &%, RIBIELATHNEHERR TR, B RS 5
fili%8 & (extra corporeal membrane oxygenation , ECMO)
BN AT PCIIRYT . £ TABP RYSZHF N, B I 3h
J15RG8E  RVRMOIR AN I, PCT AR i A2 A 75 .0 3 18]
7 LVEF W358 5 2 44% o B 2E 945 3R T
Jik-gh kA=l E A ECMO, 78 ECMO SZHf 74k 3h
k&S, WK 2 A ~ Co fR B TABP SCHF, il A7 il A
Sk 6FEBU 3.5 455 4, TRTfE P Be =70
EFIF O B EAE A 3 Hr 48 (Firebird2 2.5 mm x
13.0 mm, Firebird2 2. 75 mm x 18. 0 mm, Firebird2
3.5 mm x23.0 mm) , & & i n LM/LAD/LCX
BT ML IE S , W 2D, SR IN TR A B8 . Rm
RO ZI 4 B ECMO 5 TIABP, AR5 H B} LVEF
48% ,.[>FR68 Y/ min, Ifil ] 101/61mmHg, Pk & B IF,
RVFAIE

2

ARAETZE ARSIk [ He 3

AR 22 AR B Ik i e S

AT ARSI

ARJaERB K

B2 ARAAABERRSMEY SR
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JLAE A SHOCK f SHOCK-II 5% 22 1] IABP
TR WUEFE G I 0 W5 R v 14 17 IS AS BRI SRl R
e HABFSE R, TABP 5 G (15 80% M
MO SO AR 78 A5 1k, 5 15% iR
AR I SR ) I PR P B AT & B TABP g
N AT B % il — 2 1 i KW s f NSTEMI 8 5 (1) 7
PO 89, M 21 I RO LB I 5 35 )0 ) 0
FEAR o AR A LA A SR A B B
& NSTEMI 835 1A 250 T B, (B AE 5 4R 30 ks 22
WG %, AN A PCLIGYT 8 FARBEAEST AR
i, TABP A5 A R E A 87 s i 8 1 L & Bl
MIA T B o

A B A BE S5 O B A &, O IE R R
LVEF 20% , 4% & 41 B 56 IR 30 Ik i 5% 45 SR 2% % H
LVEF {1 42 5 RO LR I, 2 8 3 v i, EL3e
kR As B 2%, T B O R A B 8, SRR IRAL
U PR AR N TABP 5 L0 R IE R, &
IABP #BhIA Y7 i, A O 8O IH 2%, LVEF £ 7+ &
44% R TR E . 50 NESNREA BT X %
ERBERVFR G, BATRIUT A 8 sh 11 T
(1438 43 1L 32 T R

f= i NSTEMI (835 78 PCI F AR & v, i A 7T
RE H B F A IV B ) 2 2L, — HUR A SRR L
RO AR . TABP ECMO , Impella %5i% 45
A RAREE MRS J7 22, Fe e e 5 LA v A
JEE R A BsF [ 5 1l 52 2% R o 4 T O 4 o, el
BAEWG . — WK BE U5 BF 58 (BCIS-1) & #E, 301
#2232 PCI (1 /5 e /B 3 ()™ 2 56d ik 2 9 il LEVF <
30% ) , BEPEPEME ] TABP 5 R{fH TABP A 1, 4x[A
FET-HAART AR 34% 7, &5 kW] TE s fa i
H TABP (Wi 8h 124 3 HE T, i WU PCT A9
ZERTTHESEA 25 19, van den Brink 25" 358 , 76 &
fa B E T ECMO SZHE R 47 PCT B AT R 4f
PRI R, B Atk SR TR R R E & AR
Ko HiZK ECMO BRI Z iy Rpak.fi b &, i8]
DIBERRIT IR T B, {1 5 TABP F1 Impella £ Lt IABP
il Impella B 25 5 POsME A X 78 2Rt e v 2w
FH . Tmpella F3E o8 GORN 5 L4200 R 220
BRNTEFEBIK, AT PR AL 53 Bl 4 R0 A D g 1Y
SRR, AHEG TABP BB $2 11 B I A LY 30 ) 27 SCHE Y
YEF , {H7£ The PROTECTIT B 5% | 452 4 45 5% &5
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f& PCIL WA (A B 409 3 SR ZE s e R4 I A2 &2
T8 F LVEF < 35% ) {#i J{] Impella 2. 5 5§ IABP,
30 RNEZEARFHRAERILE, ZR LR E
SCo FEASR TR, 1 e A8 3 R 2 A TABP J5 05
TG Z W, LEVF $2 7+ 5 44% , L H B & Z 0000
WLE 2R T Bk s A MR (H B3 7F PCT FR
R REA K, i — 2 AR R A G
HH B PR ECMO S2Rf, Bl FRATHFE A 2%k
FEIE A R S K AEAS iy , R BB iR 8 1, 3 e 4
AEPRAETEEAR B K o AR S5 R B R T R A, IR R
ECMO F1 IABP J5 £k & 2 LVEF 43578 38% L) I,

Zi I, IABP A9 e Al A T LA R0 2% i = 1
NSTEMI f8 35 f it [ 4 00 SO RE AR, I 24 1 R0 L
SR BN S, FE e ko AR A A 2%, R
A PCIRYTEE FARE ALK A RN, 7T ENG
PR VE A 3CF-Be . 1 ECMO B4 TABP B #ME
PEE T ARG M, FRVFERAEA DL & 0K  E
FTEE R F Ao ] 52 B2 4% 1 ot A E e
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R KF R E SRR ER R ERRIE LR A, # K 430030

KEER AN EMIR; AREMBE e R ALK

HESES R593.26 XHkFRIRAS D

R & MR AR (idiopathic inflammatory myopa-
thy , TIM) J2& DAY 201 5008 1 904 R 1) DU J U
WUTE 1R EER B B B e g, £ 245 i
WL ( dermatomyositis, DM ) |, £ % 1 L& ( polymyosi-
tis, PM) LA LR (inclusion body myositis, IBM) |
B BERFEPE NG o H: 322 PR 3R A K T X Bk
DU g3 g LY L S5 A/ B AR LG 7, DML 5 ]
AHES AT K . TIM BRI 52 R0, HoAl 8%
HINAT 32 2, Horp DU RS Ry WL, 5 B & M s s
LR TIM 2 0 L™ R AR . A SCHRE 1 )
DM &3 A A& MRS i, I 347 AH 5C STk T
DM I R BE P & I 2R

BEL,SLE, W Z 2 4 1A,
HEFA s R 7 7 2022 451 H 2 H AP, &
H 4 A HuTIC s R A B LR R = 0, B
Z KA, R KU BUR K1 U K
T RUBEICTT AR O S AR 1R 1T, A WK% 1
FR, TCR 9%, TC IR H It S5 BEAE
AR, HEERIZIG . 2T Z IR BT, RS
Bl O I HE S | i DX 2L 0, je 92 R (8] W
IR R 38.5°C, BE LIS T BE B, SR
A N R BILFE ol 392 U/L RITAATREA
FLEERLIE 1093 U/L WLRRIHEE 1 899 U/L, i ml ik
Pl (ENA) FUAR R Bz 1:320, Ro-52 Hi &
P B ER CT S 3 E] BT tE ks . 28 TR B/
YuRdT, B BIRRE R TC B B G, Rt — A
7 AT AR R R 2 W] B 2 2 B Ui ) 3 I
WIRAIENFL o BE R AR, R/ MEIE
U A T BN B, AR OR DB s BEAE
S 20 ARAERTA AT B R S, 1 AR R B Ak

DOI  10. 11768/ nkjwzzzz20220223

HERNSTRERT I S0, TCREIR S A s RS & 5
ABEE R R 2. T 36.2°C, P 113 ¥/min, R
30 ¥X/min,BP 110/84 mmHg, Sp0, 96% ( & & %
2 L/min) FH AW B, BE MR, B3R,
AR GHE, PUIRTC B, IR R A RATT MR, HE
Ji RO K SRR IX 2192 , AT Gottron fiE BH: , F1 %
FEEAR L5t 975 , AU R A ) BB O 0k R e Ak
RIS S8 o DUBGE ST 4 90, SRBARNLT T L
SR IEH . GBS A I E L. 40 i 14. 43 x
10°/L, 2T 408 5. 57 x 10" /L, I 2T & 11 164 /L, Il
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