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kA ATHERE BRI KT 2
KAKF P& ERZRA, #HRX 430071

KA
fESYEE  R551.3;R556.6 2 XERFRIRES D

BB A 58 25 A 1E ( myelodysplastic syndrome , MDS) J2&
— 2 S TP IV R 9 TR, AR Ay o R L I 4
R QN1 AN R v 7 A S o 1 A N 0 R s 187
BYRE 0, B TPS3 ZEARRT [n] 11 10055 4% A0 XUk =i, U5
%, H 5GP k% 1L %% 1L ( autoimmune hemolytic anemia,
ATHA) 2 —2HARA5PE S B M, iR BE X204 ML B B it
AT, FEET AT TR, MDS &I AIHA IR
UL A SCHGE 15 TPS3 2845 MDS Jf: ATHA B3, 76N
FH LA VG A58 FE 0 25 AL 259036 97 2 4 RS MDS 58
AR, H Coombs IIGFE]

BEBM.2 X W Z HRESNERR2 MAR"TF
2021 4£2 H 26 H ABe. B 2 AHETTCH 15 A 9L
PG Z 01, % A I RIS , #hi2 TAMGE, A 1l H
#L: WBC 3. 83 x 10°/L, RBC 1. 47 x 10”/L, Hb 51 g/L, PLT
29 x 10°/L, 5 BEAN M 2% : 6 A W] 0% R, L R v e 4h LA L By
B LM e, 42T A0 LU 0 o, AR AL 5 DL, = R4
RG2S A8, TPS3 B A [ c. 613T > G (p. Tyri205Asp) ] €45
(PREENFERI SR, SRR NI 90% ) o 1215 i MDS, 3> LU
Ay AT RS SRR YT RERTIC I B AR EG itk —
G TR FET R ERE 112812, LU MDS” I A BE . BE
TS TORRik . B FERE ST M, VR AR L A R B o, O
35, O BWTS A W SO S i, IR, TE IR S B AL
TARKBUF EIEAK N, AR B #E : WBC 4.0 x 10°/L,
RBC 1.45 x10"”/L,Hb 49.0 g/L, PLT 31 x 10° /L, H{t b 41 iy
1.0 x 10°/L; FIZLLT 41 A E 43 b 3. 21% 5 S i S0 (LDH)
622 U/L; MARZ12E38. 5 wmol/L, B $AHZ1 & 8. 6 wmol/L, [i]
AL 329, 9 pmol/L; H4% Coombs 30 FHHE (TG +) . IfiL
JINKR R S 1 R 2 A DG Rl ST AR RS I L ANA + ENA + ACA |
BULBEIETUA BT 0 KRB AL A B2 E il e
B . EREANM L A B A TR IR, A R WG AE 5 79%
JRARELLANML 5 1% , I 77 UL B s A5 8 1, 45 4l 21 40 Hu AR R
PR W H 25 TR DU 2R £ A0, 35 4 a2 T L H-J
IIMA S BRIE RN LT A0 5 21% , WL 1, B BaET A « 3 1 2H
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S A L IGER R R e 4 L BB B L4 &, 4h L0
e e ELR AN B 5 L, A0 A M s S ol o i 3 H e O
K. CD34 + CD117 + BER JSUUG 40 i A K 4L 0. 2% , L
ANTET A S S i FR A, rh P B LA ) AR, DA P gl R
AR BB 32 AR R E S i X, A7 A% 20 20 M L £ ) Jl 1
o FEPIARZIN : TPS3 BELA (Y205D) 58748, WT1 A P 3 3k BH 4.
GoRED A 2458 (FISH) :63% RN S5q — ,62% R4 del
(7q) ,54% (2L 20q — , ULIET 2. Geefae: R LI b e A gy 2L
S B W OMDS-FRIE ok &h 21 40 i 1 -5 5 56 25 15 1f
(MDS with ringsideroblasts and multilineage dysplasia, MDS-RS-
MLD) ; @ 4k & 1 A B fie 52 ¥ 1 ¥ %7 1 (secondary AIHA,
SATHA) ,

d

"N

Bl BMAEYASGrd-F8FERE 1000 x A FHMEEFR, T
IRBARREER, AEY DA MEREA SR IEH;BNE
W40

EAEFB XAKRFPHERER - EREFHNLEFT T SKEE LT B (ZNLH202205)
BAEVEH %) % #, E-mail ; ubeliu@ aliyun. com, # 3b 8 K X7 & #1354 169 5



MR A TGS 2024 4F 530 % 454 1)

B2 %EBEAZ%(A % 5q-,EGRI(5¢31) 2 RPS14(5¢33) 41 4.,
D58721(5pl5) % 4.;B % del(7q) ,CEPT(Tpll - ql1) % &, D7486
(7q31) 24 C % 20q -, 4 & 4732 D20S108 (20q12) , % € 47 12
CEPS #§4t)

BEAEWE <65 % 14 TPS3 5¢7% , F bRTE PR R4
1T ( Revised International Prognostic Scoring System , IPSS-R)
TG fE g, FeAn HEIR TT 7 SR MEAEAT 5 56 IR i ol T 4t 7%
B, R R H A YIG97,2021 43 4 3 H
MU PGB 20 mg/(m® « d)dl ~5, 3 427 HBFHHEEHFS
.= SkEINE" A, ABifidr: WBC 1. 60 x 10°/L, RBC
1.04 x 10" /L, Hb 33.0 g/L,PLT 14 x 10° /L, ki 40 8. 2 x
10°/L, 21 2T 41 i B 45 16 2. 88% ; LDH 388 U/L; fa lH 41 %
33.9 wmol/L, B #: I 2T & 8.7 pwmol/L, [A] #£ JH 2T &
25.2 pmol/L; F{$# Coombs {55 FAPE (1gG+) o H- B4 i 2
B AR IR ER, PR R 5 15.5% 41 79% , 21 2 HL )
B3, AR S 21 40 M A 3, 40 21 200 R A4 RRE 3l A K, A%
2R TR U 2 A M 2 DL, 3R 45 MO AT L HA-J /)
TR ENE PRGN LT AN s 21% o 4 EAZ AR 21 A4, Herp i
RE I8 AN PR E 3 A4, B RN B, il /MROE 8 K WL
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WRE . P Al EFA I FE AT B IRITRUR R
2 BIREEIAYT I R P20 mg/ (m” « d)dl ~5 By
Y757 H 100 mg d1 200 mg d2 ~ 7, 415 ATHA {fi FH B 1% 2 T
40 mg/d d1 ~6, L5 AL LT g A B EE A it/ A AR LR
SN S RRRYT . 1RIT IR A H E 48 WBC 5. 60 x 107/,
RBC4.11 x10"/L,Hb 133.0 g/L, PLT291 x 10° /L, rf: ki 2
Ji4.6 x 10°/L, LI 403 314k (LDH B IRLT 3 | H HELr
2 AR ZIEH ; 4% Coombs IR FHYE, 8641 HAE . &
BER A TRIR BL R 7 69.5% 40505 1% L0 R Z W, 8 Pk
4y £TANA AT U o F5 PRI < A G0 1 TPS3 JE R 58 48, WT1 35
HREGIME. eikd6 XY [20], M4 MDS EPFR TAELAST?
BATMFRIE(2006 & 3TRR) ' MDS 58 422 it e A 5
PR PR NISTTHE R (2022 4ERR) ) ), ATHA 58 228 .
VR E AERRRYT 7 SR LS L e 5 e 2 s, ;R T
253 [m) AR 265 {4k 2% e hr, BE 5 5 b VS At B 20 mg/
(m® - d)dl ~5 ZEFA97 4 H 1363 R B AT L
IBIT. PEIRYT)E 8 A, F 2022 4E 5 A #: WBC 5. 40 x
10°/L,RBC2.56 x 10/L,Hb 92 ¢/L, PLT 6 x 10°/L, H P4
YR 0.4 x 10°/L, LT 4AE 1. 5% ; LDH 226 U/L; jafingr &
13.7 wmol/L, H #% B £ & 2.9 wmol/L, [A] #% JH £ &
10. 7 wmol/L; Ei 32 Coombs {056 BFAME: 5 - 56 20 it °F . ‘B i 386 4
TEER, Horboki R 5 57% , I 46 R A L o 41% , 5 40180 248 Jifg
2% , W& K LU & B BoRL AN i EL AR s B a R Y 5%
ShLT AN nT A% 1 2F . BN A I, /MR T B S R
DL o B RETE R i BENG A RBUE R (50% ) , 2 HEAH L Lt
B (29 20% ), B das rp 45, M i /b, A0 T3 D o s AN A1
DU, e o S 20 i S BER 41 R A MBI 40 A7, T /N A%
YA, FPRIREFAEGe (0, (MF .0 ~ 1 2%) . S 24k 7R 40 FE 40 i .
CD34 +, CD117 —, TdT -, CD68 +, MPO +, Lysozyme — ,
CD235a - ,CD3 — ,PAX5 — ,CD42b — , FISH: 1] I, 54% ()40
Jiil 20q — ,62% R AN del (7q) ,63% AN Sq — , A WL B 2
P53 LB FH, A W B + 8 FH . FEHAG . TPS3 3
P (Y205D) 28 A8 BHPE W1 LR Rk P, 25 A0 s % &
MDS #:4k S & 88 & 1 19K ( acute myelogenous leukemia,
AML) M2 5, BEIEL AT — 007, MBS 1 RBET
i MDS J&— 415 M i v &R S, 50% ~
60% KN ARIFEA M AZ 22 28,59 - . - 7/Tq - .20q - |
Y B UL AL R 2 20% ()R & M MDS B B
TP53 245, TP53 28748 Wirn 4 A K 105 AR /i 1Y AML 554k XL
G T AR 2 I T 7 R AT HTS T  AUR
MDS WIFRHEIRTT 71k, & PR 2 B Ak 245 BT LM b
Pl . Welch 25 RFSE IR , 200 38 A5 22 T b 25 Fn i
JE AR B 1) RB T 1t Vb YR 1) 217 B, TPS3 58 735 2R 3 of
PE A A O B0 F TPS3 By AR AU 3, H TPS3 28745 1 faf 78
ML 594 9T i AL PR R FE. Zhang 251V BF ST R, £
TP53 ZE7F 1) MDS 835 3 30 T8 =y 1) 40 0 35 4% 27 57 02
Sq-1%R1 AML F5 40X , IF 5 3t TG Al 5 A4 B 1 14 O, {HL A
17 RABA%  HA B 58 7, M PG b V2 B ol 3 B A A2 2%
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Y MDS £85I JC HE J A A7 A A 7 R TS AR (o) g [
HA B 4= (5q-7q- 20q-) Fil TP53 REAEPIFI RGN E, &
Vb =TARYT 2 RIS IR 58 & i, TPS3 8 AR Ik, 5 1
R SCHRARAE AT, Wang 255 BF 55 88/, 76 15 1 200 M B A
ISR FH VG il 352 751 40 B4 VT RE A 36 £ TPS3 2848 MDS B35 1
RRSTAL, (B4 TP53 S8 745 () MDS F8 35 X b 75 fth i€ U 19
Ay TR E A B (A — 20T

10% ~20% () MDS i85 % G 91 7 B S Mg, % W
P G P i A /b KA R S R BV R R . —
J5 T, MDS {1355 B B2 5 B a f R BT b (14 3 B SR I VG 3 2
YIAHIE , W] T 452 o3 A U3 o e e 28 o7 225412 a4 Bf 1 4R
A BB . 55—, B & SR Mg T LUE i 5
Wt A R B 2 K 3L, 4 S R e e R
ATHA FeABIRI7 T BN A TR R, 2 2SR & 24 ATHA
H—RIVATTF 25, 4k 1k ATHA Y — 2836730 % 5 5 & 1k
ATHA 1R, TR B BUWIR YT IR & , 175 SRR & 2 9% Fin Ak i By
BOASSVE , RECR R R 7R o 6T MDS 5 fa 41 i
L REPIEAC YIS B M LR/ -2 (BCL-2) # ]
T SR A 57 | 0 IR 4 AR N 2 D 7590 45 T
AR Tk m G 4 SR TR , VIALE-A #7595 8%, BT L
T A dezs se iy 20T W35 3% MDS & fE 4 j 3 i b (v A
FET FAG MDS 43 ATHA B JCARiEIATT 7 5 BAH 56
6. ABEEZ 1 RSN BEbERITE, 8 & m iR
ZEANA LT8R L /N B R FEAIG ; 4% Coombs 556 FH 14
(IgGH) 3B T4 2 JRIATRE AT 7 42, I B b VG A I G 5 4
ZILPIAYT MDS, FE4F%T ATHA B ke, /)7 5 2 &
MDS 54 Z&fi# , EiHz Coombs I35 54

B SCHRAR A, T4 6 ~ 8 /N JE AT LLAfE MDS 4 Jf:
ATHA 3511 Coombs IRXEGHZ [, HALHI AT REAET52Mm T T 4
Mo BT ek it /M /P RE (immune thrombocytopenia,,
ITP) s /& 1 & S M5 s, KL 5 ATHA 2540/, Han
ALV S0 i VA 3 P E VAR TTP S — e 1
ITP s 3 %I 0 Bk b VG b Y22 26 B0 MR 9 52 0 SR 0, 2% 8 15 M VG
b B SR8 R VR A D%, AV S 1 b G e i 0 9 T
A (Treg) W AE BRI AMb, 34 H AR M I T fE . A< 68
H E 4 Coombs I 0% B 5 B4 FH 1l v fh I 2 R 3R 97 TR A&
3 WG B E BT IRIRIT A 1ERYT IS 8 /- A MDS B4k
L MEBE 2 00 , {H 33 Coombs IR UG 22 (7R B, HE M 2L
B W] BE -5 Hi PG b e ) S B IR A 06, B e T se L
2 1F JmFgeat

PG Al A BB A TPS3 2848 MDS B2 (0 SR 738,
HAr FHLRIER I — S HRIT . W R B g E
Sy TR Y MDS g3, 75 % 1B A ATHA (0] G4, h ifF —
GBS A MR R ST A TR B D RE L LDH | B %
Coombs JXIGAEH CKAT , I E A FF ATHA, XJF MDS &
I ATHA B3 7E BRI IR & 975 1) [ AT 2 i FH Bz 2%
EBEL5YIGRTT AHIA
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