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41538 T BH A 77 ( calcium channel blockers, CCBs ) X #x
BRSBTS B i BEL T C JUURI I 48T e VL4 RS | 45
[ R 01 I 1 21 P e o B A O et S e S
REARR T 5 | R o 1A S L A B D BB U, 2 I R b e i T
f—28.0 L2459 . CCBs 432k — (ke MIE — ke,
Hrr, ZAMBES A ARG YA R AR T . T
JeBEMT | JE RS, R T AU E S MR SR 254
IRBREE . HERImAK .

R E gL 2022 AR S R, O I 25 ) R R
RN RER R, MTER b B Tw 05
1, CCBs ZHi/NRIHZid M, 1£ CCBs thalrh, Il
YR A E MY, BRTRESEGE TG 5 R
CCBs™., 2022 4F, Z MV o5 E PR O A AR T AL
0 25 445 1 BT A CCBs R EE Y —4r 2 L 1 B, Sk il
R 1) A4~ 25 B 27 il 55 HLAG 2014—2023 4F 1 B 50
# CCBs g, “AMIES S H W, Hha b —
H, (EERMR, M RBR S FNAERLI K R A R 5 2R
W P [ B A X CCBs RSB, 1 ik A
Farfur i 2014—2021 4E AR S BT iR CCBs i RESEA
J2: 28.8% . HATHIZWIRIAYT £ 32 AR T [T U 4347 |
IS A R, FRIE B = PR ISIR T S — |
HIE T, MK EA CCBs TR A2 i2in T RN, L

B S HIELTE 2k CCBs R IRUAE L.

TPl r ik SR RS - B OGRS
TG R, DV @EERGR ., b, d'ERhORR
1], LA calcium channel blocker, poisoning /% overdose
Y SRR AR R e [ RO B L T O B L R
J# . PubMed. EMBASE, Web of Science, i HI# L%
2024 410 H . RGWCEMCSCHR, MEWIR, IR
WMEHLRAFTRBBEREIL., BITREEHF LRI
LR, USSR E AL FH e AR
‘5 & PREPARE-2025CNO016,

1 CCBs MAEZ R EEFVH

CCBs il i e L BVE53 8 45 5 T N sk & 455
JRITAEF .. CCBs EEAT W2k . A ntnEZ4( dihydropyridines,
DHPs ) F1HE —&MkBEZE ( non-dihydropyridines, non-DHPs ),
DHPs FZH@ I AMNE mE T NEHER, FEATHRITS
IMiLFE 5 non-DHPs 3= B i 410 Lo VLA AR b %) S5 30 R VR
FEHATIRIT OLUR ALK H . CCBs BHIT I A 4 A5 25
FIE 8 5 AT A 0 VAT K, W PR R AR A SR 3 ik it
TN 5 38 Ak BE O UL MRS L Y L Y F PR AR P A
WIE, POHIANMESMS BT, SRR E O ). %
LR NSRS, . rESs AL S

CCBs H B 1 B HUE A R 25 FA/E F R LA, DHPs
HhEgE R REOMNAMAEY K, PR G R RO B
#, i non-DHPs H1# B MO AEE S . RO LA
Wi 71 B (BRSO, SRR e T BE Y
KO TSI RGEZAN, WAE B ANMH Y L R 1
FELU ] S 0 S BB D, AT S e b . — el
LT, O LA R P AL R D R A A R SRR, (R AE R
WL, O LA 6 A AT AT RS VR S R Rk R
CCBs i 275 | L A AR £ 2R IMURE 0 BR 5 R ALY LA Co LA LA
e B R TR e, Xk — DR T
i1, SEAT P, DIEETRE . YIRS 2
IEFEG AR T, EFEMBET CCBs i & ARk
KIE R AL M REMEIEE . 5146, CCBs BRAIE
RO TR PR K M A1, 18 AT 8 38 2 6 il = 20 10048 A 3SR AE
5 | AR Lo VB P 7 e B0

HEFERW 1 : CCBs TEEAYFEHMLM £ 2R i FEm
WL WE . M4 RJHRAR 8 Al iy L AV, SESNE M
(=R a2l IE7ar SNIW € AR A I <%/ 4 )N (1E AR = T

2 lEkRzTH
CCBs H# FEAEFHTEOCNEFIM A AN T -
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() LMD - DRSPS E, Dot 2%, AR
BERSE P ol D % AL Bt . Z5PERENE A O Q0
Wi 11 B

(2) MAETT I = SNE LAY 5K

2 LA B 7 T AT At ) Rl O PR K A I
MEEARYE (GRS HEASHE A 2RI, AR 25

CREMORE | R R AR ), T A R T UM
IRFERLCMESR s

(3) HAbZRIL - A mwm bl . AR CoPRPERK b LR B

2 UL B AR AT N AL 5

3 I S5ERSH

3.1 iZHf

A W1 B CCBs 2 58 L T4 CCBs & Y I K 2=
B, MG PRIZWIST . CCBs ILZ4 vk A S PRfiia ™,
L 24 G 53 B G T AS 2 T A M DX ) BE 3RS
WORIEREH AN (EAS IR AR, 6B ARG I G2 A 7
4 T RS B 9 R 5 LG Bt G2 R b, Ry A 3 T s )
U A 2 AR T A U, ) g S R B8 1M 24 e A
Nz IRZ e
3.2 ¥7i2Hr

HAtO A2 Y hEE, FERE B SZUBRARI T EE, IR
A B LI R B B, H CCBs i fESLPRig T h ¥
GBI HAZ YRR O MAE 2 T, WAL #
RGN 5 i 245 R JEE ARSI 324 7 8501

HEER 2 AUHTE CCBs BB L, 454 ik
IRFRHL, WA I RIZ W I S5 G0 25 5 mT A0 B
LW FEEYRIN TGS K AR, A HEREAE A AR
FBL
4 RiBHIE
41 2BFEESNE

CCBs 7 H Jp i e dic it s, 1~2 h BPHBLIG R R B, {2
CCBs 28R, FRei I miA B 22 A K 1 CCBs g st
S (18 A 5B () N g B (] 452 A CCBs B, %45 CCBs
A i st TR R ke, AR B WA I %/
24 WP e LRI A A BRI . O, IR, 4R
SRR E AR WG, o8 12 FHOOHLER A

Xt AT REAR 14 8 AR A KR ) L G ER /R IR AR
AR, N BRI, JFRE T, DR, O
WP, SRR W | PR R UUIRAS, S8 12 FEk
DL MELRR. M. BRI SR
BN

EEER 3 : X TH W 5 iR 25 ER72 8 TR Y
BE, EEEBEMELE D 24 h, XA AR A A K
AP RITCRER /AR ) B R = 12TR,
TR W A A URAE , PPARCoFLT B | I TR0 B B AL R K- |
M . ARG 2 B 7 O B R A
42 BREXT

£ CCBs #it A 1 h AT AT BN TG Pk, AR 5
50 g, {HEPEEHEA 1 h LIS TGS T fEdkes B ARk
A ATgfE S A A R RE, 7ERRAUS 2h INAT RIS
PEH BT CCBs LAy Ho4x Brmilie ™, oo FvR it v i £
S PEA A o ISR A AU A F5 1520, PRI s A
FHTAPFUAMG] . A2 RG] SR R AR STCE A
SOEM A . ARV 2RI T, TR SRR
HTueE .

PENGME TR S A IEBC T, R i 05 %
IRUEE . VEE RN R A, B EIREEE 1h MYk
B (XTI CCBs 774E B HE2s 23R KU A, b
FJGEK 58 4~6 h 56 28 B ] B9, it ] 01 AR KR B 244
AL “Zifa7 K, veHE FIRA T B8R X5l e A
— G A AR S B2 Skt S AT e B R A B s R o )
R, WIMEMIER . BHEEEMTTL, RN T
BRC RO TR Y, R 2 Uh HE R
Ytz B e E sl VR R AN E BT . Ak
TESFARRA TG L 25 R,k B IR B RO R VRS B A B A 7
B RAPFIRT B R

HHERI 4 CCBs TEERT, HEAMMTE 1~2 h N,
FATIRPEBIRYT 5 A0 M e oIk S F AT 25 pR Ve 1, XF
FHMRKHFI & CCBs, PEHEMAERA 1 h WiEfT, HAFER
HEZs SER Pk Bt E) 0] 3 24 4K & 4~6 h HE B R, 2%
PR 70 el B T 2 P A AT Uk
4.3 —&iRTT
431 FNRIRYTT  ANBIRTT SRR SR S L SR, AR
S CCBs H BRI I Bl —2kifyT B, MRS ANA Y )
AT AL, kSt AN R T, A A
AT RIETCAN M A XS AN T8

EITE . S ik 10~20 miukg SR T 10~15 min,
UNSRAELEI AT RN G T

WFHBEM 5 : HEFE(E CCBs Hh 5| & A Ifil & 54K 5 i
P AMBVE I —ERIAYT . AR I8 MBI B A i 28 A
BT AN
432 METEHEZY) AWMLY R I RIRY AR R AR
SLE R R, — IR B ) RS R, B
FHIAEINEZY (B WA B FARE, BUGHEES5 100
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po/min ) FOFETERME G, BRIl I & 0 & A R ARG 2, 1
JRYTE Y CCBs it & RS M IR i s sifR e ms, 7l RefRE kR
i, EEE R0 IR 2GR 24 P R
TER I AN FR T 2R e AR [l i i A v 2 &, LW
ERRE TR ARiE A T CCBs i B E I IR LAS I 2
259,

WEBER 6 : #:7i1E CCBs H#E3| & 4k v if i Fi i 4%
TEHEAYINEN—LIRYT, — LS LIRE,

433 SRS ZE (high-dose insulin, HDI )

HDI £ AE LT PR % 457 B . @ HDI J it
O LA PP AR N A R B AR S A8 o o e, 3
O A A 1 o = S o T (B I T A 0 R A
s QD IBERA A, O MBS 2 R AL 140
Jif P} 25 0 F ATP A 7= ¢ m] I 5 3 HDIL AT 2436 CCBs
HREE T S0P 4300 Dy RE RS T R I3 LS A 7o OB 5 (D3 3 158
P — AR A IR RN TR, 2k S350 g
N, I S OISR DG AR DI RERE S . drakal I,
HDI A] FHF34) 7™ CCBs s e i Lok v P9

L A1 — o 15 29 7 30 T LV SRR B AZ AR 5]
TR SCRRERR R, 7R B & R A 1 2 51 UL 31 11
i3k 80.4%~100% AAF, TEHAT/MHMEIT, MR
2y, AT RSN B, FEiE Sk 12 FPE e slh (B
1E CCBs Hh a5 ), HDIVAYT#E T L IR 2541
i, BRGER T 258 0IRMER R, 12 §il A a4 4 6
CCBs g P, BT F 7L CCBs ik
R SIBIST B E FL R I, FETF TSR R FIPLE] |
S WAL ) R R TR DA R R 22 S e Ak K
AR T KRB, I — B PR5E CCBs haE & ML
JThERERS, RIS HDIIATT B,

HAFE R, 2 S CCBs, & S
thaE FELIMELL A E RSN A MR F, B TS
TEBHAFAHLE, RS HDI —E, i s B R —4
TR AT M A EF K B2, Pk, e @M R AR T,
HDI B¢ 1 0T RES L YRR B IR 45 EF 5k . FIrLAYE CCBs
REEAOTEIL T, T B YL O RS, IR HDI i)
H5EPE FRERBEH, A0, SU2D
CEMER SR F TR A R S o 1 b e 2n) B

T34 HIAE CCBs g, HDI AR R 56 T il 4
IEZGH . CCBs M BN 45 & s BRIEL, 1iE
204 g A A (o P I 85 o R0 HDI®)

KA 5 A 3k B 2 BRI 3 1 Ulkg A A7 7 e e
Wk gT, [FntERbcEST 0.5 o/kg #ZME (4 L >16.7 mmol/L
WIJCTE R ), SRIFIEELL 05~1.0 U/ (kgh) F54L#

e, AR T B K A A [ AR AR 050/ (kgh) ]
ERFMOBEAEIE 3 JE R A - 5~8 mmol/L ), ARJEZHSHETE
BURTZHT S R R, BHEREREN 10U/ (kgh ),

KRR F= AR e . (IR B 7 gk, #il
FEIEST LR A I A . AT, AR A A T
AR P,

WFEE 7 : A CCBs HEg| & O I PE R sE sk LA
OVRMEIRTE R E AR A BURTER, I RGR e 5 R 7 ik
AR5 A5 PR 2 W SR TR o 3T 0 I 25 U0 M ot
FELA BRI A B
434  FIKEGH] FbKES ) 3 B0 1 R P S TR
I PR & M B VAR B 2 A HT 5 T DL A A OV
WIS BTN, AR B/ RIAEIGYT CCBs Fh g i
TE MEAE SR B

FI R A O .

@ 10% FIFSHILA2 I %S < 38 A 10~20 min 17 10~20
mL(1~2 g) &k SEL 0.2~04 mL/ ( kgh ) [0.02~0.04 g/ ( kg-h )]
FKATE o

) 10% #j % M B2 E5 45 2 )7 58« 8F A 10~20 min 47
30~60 mL (3~6g) ki 48R 06~1.2 mL/ (kgh) [0.06~0.12
o/ (kgh) 1 #sflikdag:

FEAIFE R - AR X TN A BRI, Tl
SN E O KGR 2, AR, Bl i
OE KSR . B 1~2 h W i35 B S AT,
P VR R S AT, I 2 45 H AR (R R e R 15~2.0
5 B2 AR A PR I b g i A )

HEFER 8 : UAE CCBs "I REEMPREFIIKES 11—k

BT A 1~2 h Wi 7 B A K S, AR R I
Y 1.5~2.0 1.
435 PBUFGEL  BHEAGEEEROETSE, fudE CCBs HhEETl
R0 EhiE I —L3AT T2 B X T CCBs i, 1%
SPLTTREE A AL, XA S, MARARER, R ELXUS/N,
P LU B E A SRR O dlid B i S i e 1 — 2 FH 24
0,

2507 % B9, 4§ 3~5 min #E47 0.5~1.0 mg & ke 5.
BG4 3 mo/d.

RN 9 : FIAE CCBs HaE 5| A A MR B AL
FRICH I FIBTHE VR —ERIBYT -

4.4 FWRITIE

A —ERIATTIC RN SRR SR T AT T
441 ik - 3 kAR S B i 42 & (venoarterial extracorporeal
membrane oxygenation, VA-ECMO ) CCBs F1#:75 [ ry¥Eia 1
PR T8 3O I A= R R Sy S EE I I IR T L. 7522 VA-ECMO
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SCRRAYT B, BT RO TR TR S R v R A 1R AR
PR 24549 Fie T 1% I ] P PR 3k 3 Bl 0 2R AR SR, — g
IR LUHE T RS2 ARG Al AR 0™ E 25 vh R R Y T
Ja, AR ER AR R B, BAR K L8 CCBs TRk ]
7 2 VA-ECMO R fincofiin i, (EFR K - Ik 1A 51 5B
4 4 (venovenous extracorporeal membrane oxygenation, VV-
ECMO) AT LA™ 2 AR Co TR M Mt/ i ol St P I S 1 £
AHAE

%} 2003—2018 45 1) A A1 A iy 3 Ff 41 21 ( Extracorporeal
Life Support Organizations, ELSO ) X4EdE4 71018, {3l VA-
ECMO *J 254 gk & DIEMEIR SE TR TACR . Hoh Ay 104
BIRE IR T 20 FCREIR a2, 47.0% AR E IR 10
MY, SARAAERR 52.9%,

T AN ] ECMO R 7 54l CCBs i iy [al it 73
Frin B, R ECMO 497 CCBs 1 2 % i B i A= 77 5%
7 84.6%, ECMO FHjhtE] 4.3d, VA-ECMO #1 VV-ECMO f#
FHEI350 09 92.3% il 7.7%. ECMO F T CCBs Halifi i et
AP T ECMO HI T HABYAYT TR AR A8, S
CCBs it XA P it s F 7 1] LUK ECMO SCfphiias

— T H A LA 245 W) ad i Ak O IR PEIR sE Y
bl B BAAN ST S, S A T R B 2R VAN Ik
<85 mmHg, Fik ICU 723 5 M4 <20%, #Bfesnnl g
BRI E A B

HEFEEM 10 : FIUAE CCBs gy R MMEI R HER Fe g0
WEBRIFRT, WK VA-ECMO 1 ARG MEAR AR RS
442 GEEEENGTT LB R TX CCBs thaEE
MGABAL RIS AN BN AR E (1B AR 1)
0, RIS —E PR RS T sh J2 AR
FEMZHSRL AR B IR TR R AR, (RIS BRARL,
P[0 B e s R WK g A S e N 0) o S

HEFEW 11 : CCBs Hag T B ff il i 8h 1 2 A Y 9%

PERLOAR I, T EE R .
443 ERMKIENTFL T ThEEm Rk R FL Cintravenous
lipid emulsion, ILE YAVE L 4 2NEPELG N rh 8300 5 R
IR U AR S BT A o i BORUR B, ILE St AR i
TR YR EER AR E T o bk T i LR e 7 i
HIE R — &R, FEIRHE Y SR LUk, 5—
RIS, ILE 38 53 e 57 52 30t 25 B U R 80 O UL 4 P v
O E R T A O LR R i B

a1 R A R B A B L AT R B T i 3l )2
s 1, Al T IR TR AN CCBs Rz B,

R KO B L 20% A FLH) 1.5 mkg, 1 min
WK, AT R E L IR, HEARIRREE, K5

i 0.25 mU/ (kg'min), 452 30~60 min. 325 FIZY
YAERRE, B 24 h 45250 EGE R 125 mUkg.

SR, —IGR A MBI E A & B ILE J7 %% CCBs
WRARAL ¥, LSRRG BOE R W, ILE 23 hn & i xt
SERRVEZG ML, ATRES N O IRZG R has v, KR
S5O A4 s i IR X MR AL B T4 . B & AR . X I
LA ECMO 45 mT REF A AU KL I 9,

B 12 . AT CCBs Hagmt # B Ik IS iy
Flo AAEHAIRY T B TCEER I ARET, I R H
444 THEE W H R AR T A
EFsRIMHI, ATRELAAE LAS B AR ) 7 2R AR T AR A
S FH R RS T OR 5 A A FH AL i 2 38 ek 4 ] — S A R A P
5 FR PRI I A Ak B DTSR R T 4 5]
Hoh 1~2 mglkg, 5 min PIERIKEST, SRS SR LL R K 1
mo/ (kgh ). F R K 7 mglkg™., 7 H 1% 7655 6 2 51 A
SRS R AT CCBs 2iad i ( 8 M St
) e eI MY Sk R e R A A B2 B W
Ve B AS I FERIEYT CCBs Hha iy i FIAAS 31k FE 4
WS RE, I LR AR oA A YT I0 S I A 1 1 A Tk
PR A 61 v 2% 1, SO Shy ol Y S AU B S 0 i B
iti, 7 FELC A= A1 S AN pE R B9

HFEM 13 : 7£ CCBs 5 R iy Hifh—LiAy 7 TR
A TE LAY sREE AR s rm b, PRS2 Y i
445 IMAEAIGTT  CCBs Z4{RBl 1245 : CCBs Z Mk
BAF, AU, EALSERRE, 20 2, e
Iz AR, CCBs HA A TTENTY, H N IEEERR,
it 400 mL/min, JCigfalRMASNERR T, HAETHZ5E0 )
SEREERE BRI, IRINE R IR R SRR =
500~109%"", AR PR IARINATT TARAMEFERE I - REIAE
JUE R A TP RSN R ISR A M R B
HERIMK A TE R B (A7 — 2 i o P ™ B AR . Ik
T FELOMERRAS: | A0 IR IS 20 S TR ™ F N RN
JHFE RS D RE B RS R, PR BRBE TR 32 2™ E 5
11 70 2 ] 13 W s XL e (1 4 s W AT 1114
X CCBs 5 bR W] REAF/E 24 L. H ™ CCBs i
1 MR ETRY T 22 00T e B A 2 B D AR B i () 2%
LR RAIAYT . (A CCBs HhaERe e & I At
ZIYNRA PRI T , R L BHRE R RS Z TR
ISP IRIRIER A T IR E s 4 B . (R FLENT. T
W B FEOEER (MARS ) ZEURANERR T2, I RS Jr R A B2

YRR 14 : 78/ 5 CCBs H A7 78 ™ i A R o
FEFERT B AR T RE LB, PIAT IMBEHRIRYY . 1ERZW)
WITIANTE, DO B B8 L2454 R 28 A i R
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YEH E"Jmm%ﬂcﬁﬁm CCBs [ FR, Uil e & 48 1fi i
HEWLAS o i T e IR I 7 [N e B R YA T o
%%ﬁa_riﬂ‘ﬁ%%fu*ﬂ%MJ?&f*UE&?£%$IﬁE%% 1,
A5 I B R P R A 2R AR RULE 1, KGR E
CCBs W F s 5, (EAEREIA AT TBatty
fif. HETA X CCBs M AHICHER B UL ATER SR, &5
R 1 I PRI R 30 R B iR BT T 7 R IR |
B4 DA R FRAR TR YT R RS . AR I R 12

Wi, WAL WRITARIES I R SE e AT N 2 G 2 Y R
TSR RE A B B BRI PR SIS RIS RNATT T %
HEAN: T4 F86E. 25
HINFEERAME (LA PFEHT ) 355 (KT
WSER); 2%k (ARTEHEREER); ¥4 (W@ k$4
BER); 20 (LARBRXFEFRWERELER ) ;
BRE (REFTEHXFHBER); HiE (LT TFERF
O B (AR KWBLEFER); 4 (TEEHX

Iifs PR

F A G TE BHA R B A 2500 S R
IBIT I bz ik e
ik ki 10~20 mL/kg AW 10~15 min A IRIT N AR SN, DG AT I B 7 2
J&Eﬁﬂ:ﬁf%w
METEZY  EERERE LIRER, RIS ARTTISRLE 2 T fi e B ) L I 22 o A 9 4 2 R T L
J1254)
KRR ZE B E 1 Ukg MR R IR ES, REHREBEL 05~1.0 U/ JRITFRT, AL IEARXT A I MR LR MAE ;
(kg-h) FREzighkiiis, 4 10 min RIGHLGEE S HLRE 1~2 45 0.5 h YEnws, £ fa nT s s
U/ (kgh), foRMEREFIE 10 U/ (kgh), —fRiss 1~2d ; BF 1~2 h W4
JF 16 1 8% 2R Y7 I UK >16.7 mmol/L W75 (0 FHA 2,  metp AT
F7 MR << 16.7 mmol/L 55k 57 0.5 g/kg #2985, AR5 L 0.5 K5 B 1% Z 1675 30~60 min A4t BRI 30 F1 2%
o/ (kgh) AT EIF UG T IR ERANE, ARG AR ROV 5 P, 3 7 SR R B A IR YT F B LU 4E+F
AR, AERr M IE R (5~8 mmol/L ) JOKAR AN 1
iEdnsal D 10% EAL G 2525 5 5 ¢ 18 % 4 10~20 min 10~20 mL 45 2 h Wi 7 B 145, IR R Tk AR IE W IR 2
(1~2g) #lkiESTaE 0.2~0.4 mL/ (kgh) [0.02~0.04g/ (kg:h) ] LN
[idlicinpa s A W IR T Ao AR B b B GE AR 25, LSS
@ 10% WM RE A 25 % < W% R4S 10~20 min 30~60 mL Xt F AN E LA (B, R AT R A P K
(3~6g) kS st 0.6~1.2 mL/ (kg-h) [0.06~0.12g/ (kg-h) ] %m%*ﬁ
FEdiieinpan B i R 2 R B 3B G (k45 791
B3 n 5 3~5 min 17 0.5~1.0 mg # k4 BRI 3 mg/d
W 1~2 mg/kg, 5 min PN ERKAEST, SR FREEERIKEITE 1 mg/ (kgrh ) BRRFRIEN 7 mglkg
XEVAPE LAY S R o AT 2
kAR L 20% AEMiFLA 1.5 mL/kg, 1 min AEBKIES, WIBTEEE 4 24 h BEMHEREFIE N 12.5 mL/kg

Wik, HEERBNGARRE, SRAE K 0.25 mL/ (kg'min),
$§4k 30~60 min

HAbTT BTN AT ARAT I AT 221K

( u}]ﬁmmm?‘ui:h%ir%ﬂ: )

Bl PR e
o A2 hEAN, LIRS TE 5
o ik R S T

® S P o g o] B S A ik ik

I ) B A 0] SEAC 43 4~6 half B ()

SRk

j

Aak )
+

e — = o Frse 2 dn AR GE A0 iR Ah A2 TR
[ msemmoan, i —{ G5 ) ‘:[ LI
!
-kihIT

® bl G LE /PR v HE BT R0, A SR ek 1 A

o (LR TELG4D: mi) U L, BRAE s S8 RLA R i S AR R 24
I e i ® oA RES A s O PR s LG R s R A R R e

o kAl o r‘?=*L~-‘$‘-. ML T AT e 5

® [l ah: ATRER AL R e A

AT R MRS T fiE, XIAEAREE

#{“ﬁi’:”f
o iif e ifish ST (8 Ao o T ik
o IEE: »‘1&“.{ T ATty
o ik, ™ AEF F}}'t}!ﬂﬁh‘{mﬂ?}'iﬁz{
o [p g L s JUH_n.w}nz A AT FE A ] 22K
® VA-ECMO: At fh e sl L T A 45
o JLRHFIER AL Y LR

3 IR BT S b B e SR P P
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FHEE— E%hﬁﬁ%<ﬁmgﬂk#w%@%h$
FE (FINEFARER); 2R (BERBERFEFRE
%*WEE%M%*(M&E%k?%*E%%Hﬁ%
(RFXFFHF=ZER); 8k (TLERAKRFZSH _ER);
BrE (LEXRFFZER); £FR (AFXXRFFZE
Be); R4 [ LFRZER (FEXEH—WBER)|; &
F(LEHEREER); b (AHREHRERBELNFTEER
) M (LFRFARER); 368 (ARXFH =
EfR); $H8F (ARXFEZER); MIE ((FPriish
EFRE) BEN); ML (GHEHRFHEILTIHAM
EMR); #2324 (KL XFEFRMBHREXER ); A4
L (LERFRFEFHEREBEER LES —ARER);
FH (AMNTFROER); 2RE (HREEZARER);
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