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1AM R i 48 & 4 R (extracorporeal membrane oxygenation ,
ECMO) 2t —Fft P I AP0 S RRHOA, D PR 28 A A K I
SIBASS R B DR RIR SN J7 , el G w4, Skl
SRR 5| 8] AP, SRy FE i ) e v 8 A 4 I
BRI OB RES R . ECMO 4 Bl i &2 95 ( extracorpore-
al cardiopulmonary resuscitation, ECPR) J2& H §ij O Bk I 1 55 {22
TR L ARET N R EE B EAE B R R A 1 iR
MRAZT5HIIT PR 10 g CHH Y T A8 R} 28 g, i3 T \Bi
RGBS BEIRE AR ) (A, R IR 255
R, TR X AR R, O BB DR AR SR il
TRAERIRIME , A REZERF AT RS iK%, B A ECPR K45 1M ik
HERPAIATIRIT

BFE,60 % I BRIRE I T B Ve 3 h 5 H L
I B TR AT R BERETARER 212, 7E
VEE AT B, W 1@, IR R ST
it 5% A BIHLRGE L BR B R A S O R 2R R AR YT
JERCRAE WA EAEE R, BESEM O3 St . A
Bedri . T35.2 °C, JIAHIA R 21 Y/ min (HLAE ) L 1M
JEMIAR, o SR B, BOIF B2k PE4) 3 43 (E1VIML) , XUl
BEALBOREE . OF R E &, QAEE <4 Hs pH 7. 27,
41 fk Bk 43 JE ( partial pressure of carbon dioxide, PaCO, )
41 mmHg, %843 J& (oxygen partial pressure,Pa0,) 484 mmHg, I}
AN K W JE (fraction of inspiration, FiO, 100% ) , ik fiz S R
(bicarbonate , HCO, ") 18. 8 mmol/L, 7| 4% 1id ( base excess, BE)
- 8.1 mmol/L, #.fi& (lactic acid,Lac)7. 8 mmol/L, [»JIFEFE =
TR B A58 19 [(Chigh-sensitive cardiac troponin 1, hs-¢Tnl )
0.092 ng/mL(0 ~0. 026 ng/mL) , JL12 i fif 7] T JiF ( creatineki-
nase-MB,CK-MB) 31. 07 ng/mL(0 ~6.22 ng/mL) , JLLLEE H
(myoglobin,MYO) 3167.33 ng/mL(17.4 ~105.7 ng/mL) ; &
L oK Ui I £ K BT 4K ( amino-terminal pro-brain natriuretic
peptide, NT-proBNP) 239. 02 pg/mL( Z4F 0 ~ 300 pg/mL) ; &t
I 35T 7S i 11 it B Bs) (8] ( prothrombin time, PT) 14.9 s, {5 fk
T8 43 V8 I 75 it 5[] (activated partial prothrombin time, APTT)
61.4 s, 27 4 75 19 ) ( fibrinogen, Fib) 2. 48 g¢/L, D-— B i
(D-Dimer) 2.39 mg/L, A& [ A2 H L& o AR 0, DL
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EXCRIIN R 2l L2 WIN =0 NG N I 2 A B S
AMEERRIT G, ML 30 7 N R I MER 1 O R
SLAFAE Lo WL TR ) P 28 1 0 B 5 3 N T Bk i 0 3, LI
1®), T AFE30 min A 47 5 k-2l ik A S0 i AR5 45 2 (vein
artery-ECMO, VA-ECMO) 3% %534 7. VA-ECMO % {4 401 F :
21Fr 513 S48 M A 00 B e Bk o A B e Ik, B st Jbk 4
I5Fr 2y ik 2 47, 80 FE DL 2 965 %/min J7 3, Il i &
2.1 L/min, H4h VA-ECMO J5 , W< 58 3% 5 34 5l ik & ( mean
arterial pressure, MAP) F}- %5 70 mmHg, 15 JLZS ) iR 25259 , 1ML
J& 72/68 mmHg, 45 I &% 3 Jik 1fil X, 23 #7 78 PaO, 308 mmHg
(Fi0, 100% ) o FFLERFIK A AT R PUEE, & 4 h W 5E
MIRE, 4EHF APTT 60 ~80 s, FHL2 h & 2.0 i R 3w
FEH0hdE, WE 1O, M 110/60 mmHg, B 83 B i 1
MR KA p 24, FEECMOSE % b 35 M I IR YT 2 I, B IR
2h, 552 K, O M ERSFEME O EN G2, AR S L SRR, ILIE
1O, Wm0 AR AR 2 30 YK/min, Ifil /K 150/80 mmHg, MAP
103 mmHg, J5¥7 FFRRAT MIRHERT 2 I, Bk 2 h, 553 K,
SR LAESS R/ min, [l 150770 mmHg, it H.GE IUIEYT, K
TEAT I VR HE 35 28 4 R, B3 D 2865 K/ min, il JE 140/
70 mmHg .0 H R 52 MO, A RSOAE S BELEY, WWE 1®,
FIEBEVEIE T 12, 82 VA-ECMO, ECMO 1 [a] 5t €
RIT SEEMDIRE IO, WL 1, 45 1] VA-ECMO J5, ¥
M IR, 5 S KD BUR SO, A R % 2
L ILE 1®, 22 ECMO BE A M sy 7 e , B O UEHE
b ST B TIRETRAR M L IEAR B W ar %, WAk 2, A T T
REPVNG O AUE T, R M DI RERE S

WE Gk, WhRN SR P B K, T2 A T
B hgyrp NS FG 7 H B A S, HEA R
A U A AR G Sk e TR Sk S . H G T
TR, G T SRR AL, W g RO NE R i 2 A
TR JEYT B RS, NI IR 3608 0. 12 mg BIw] g2 ~
5 mgHIATEE ) EELEE D R R BT RN 2 —
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% 1 ECMO 35 08 697 5 5 o o g6 0 1 0L
B ] APTT(s) PT(s) D-Dimer(mg/L)  Fib(g/L)  PLT( x10°/L.) HGB(g/L)
ECMO 7 61.4 14.9 2.39 2.48 185 115
Dayl 50.1~73.9 13.7 ~14.3 9.92 3.77 ~5.41 143 114
Day2 53.0~79.4 12.7 ~13.9 1.71 4.8~5.33 131 96
Day3 58.2 ~69.8 13.0~14.2 4.2 5.05~5.33 125 101
Day4 32.4~55.1 12.1~13.8 2.43 5.14 ~5.63 191 114
VE:PLT: fe ) 483t 4, HGB . e 41 % &
%2 BTHHERERELMEN
FiZ o %1 X %2 K %3 X ¥4 R 5K %6 X ENES

¢Tnl(ng/ml) 0.092 0.383 0.129 0.1 0.042 0.016 0.011
CK-MB( ng/ml.) 31.07 27.67 14.85 6.85 3.66 4.84 2.73
MYO(ng/ml.) 3167.33  2005.52 894.03 386.91 141.41 142.41 124.09
NT-proBNP( ng/LL) 239.02 362. 12 1124.9 465.19 356.73 355.59 298.52
ALT(U/L) 170.2 123.9 68.5 60.3 51.8 43.1 39.1
AST(U/L) 222.2 139.9 86.8 84.2 83.5 56.7 47.2
CRE( pmol/L) 76 9.2 76 77 77.9 60. 8 59.9
Lac( mmol/L) 7.8 1.6 1.0 1.0 0.6 0.7 0.7

7 ALT : 579 25 2085 ; AST: X1 A2 BR 45 2 8 ; CRE ; JLAT
BAOEA R S B WU B R PEAE T 0 DL AN
ML TR 53 26t AR R RN R AS — B0, AR R 25, R B
SO R R WM AR T 5 o A LA
B TR R TP, N I T FE K 5 SR SR A
bliaee IRES S papIN | néﬂiﬂ’@%ﬂi%‘%ﬁﬁﬂﬁgﬂmﬁﬁ#%l@u
AR H W RO A . AR R IAE R BLO LA,

LSRR RN Ca® BRI R e W kP
JG B K (Ryanodine, RyR2 ) | 4145 38 46 {4 ( Na + /Ca”*
exchanger, NCX) & (4 ik 1, LR/ P95 R E5-ATP i 2a

%1 ( sarcoplasmic/endoplasmic reticulum Ca’* -ATPase 2a, SER-

CA2a) F35 TR, JE 107 A MO Y Ca® ™ ¥k B T o, 00 R
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