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[(FEE] ORI (CPR) ZARRLOHER (CA) B CEET-BL, A BT CA B HLIATIVHUR & I I AN
I UjRE (HJE CPR JE B A RMAR, fE 2B HIN, 8 &M CA 45 st 300 J7 AFET, 1 CPR J5 1Y
HEAERAKT 8%, SRAECER I3 (HIBL) 25X 2895 1 b 68% Y EZIET-IRIN . = JR4EIEYT (HBOT) 18 i 1
R S S I PP R A, B R LR Bl DK i 48040, O 2 4B AR, LBz 0 P A B ot e AR S (40 i A
Wi, CA 45), (HHAE CPR J5 HIBL I FE RIS B 78 /098 PRI, AR SCRGELEIA T HBOT X HIBI (1) 2248 557,
B, AL FE IS AN PR T 5 30T | 0 Sl A O J8 ol e 28 9 RE LA B 035 ML ik B sl 175 16 45 ) SO B 5, IR
BT HBOT B4 118 T R TR M R4 O il 52 25 (AAGD-CPR) 258204 7SR MG 9 CPR 5 HIBI ITEHTA
SRR AT BENE , A W G CPR 5 HRZE D RE TS AV A7 T 7 e o ELE 1 i RS (A2
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[Abstract] Cardiopulmonary resuscitation (CPR) is a ecritical life-saving intervention for patients who have
suffered cardiac arrest (CA), which helps the organism of CA patients to rapidly restore respiratory and circulatory
functions. However, the survival rate of patients after CPR is extremely low. Globally, sudden cardiac arrest causes over
3 million deaths annually, and the survival rate after CPR is less than 8%. Hypoxic ischemic brain injury (HIBI) is the
primary cause of death in 68% of these cases. Hyperbaric oxygen therapy (HBOT) enhances the dissolution of oxygen in
plasma, increases the arterial blood oxygen partial pressure in the body, and improves tissue hypoxia. It is widely used
in conditions of cerebral ischemia and hypoxia (such as stroke, CA, etc), but its role in HIBI following CPR has not been
fully studied. Therefore, this article systematically reviews the multi-target mechanisms of HBOT in the treatment of HIBI,
including the inhibition of cell apoptosis and necrosis, improvement of oxidative stress, reduction of neuroinflammation,
and enhancement of blood-brain barrier permeability and collateral circulation. It also discusses emerging treatment
strategies such as HBOT combined with gut microbiome modulation and active abdominal compression-decompression
CPR (AACD-CPR), exploring their potential as new therapeutic targets for HIBI post-CPR, with the aim of identifying
more promising clinical translation paths to improve neurological functional prognosis and quality of life after CPR.
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iU fifi & 75 (cardiopulmonary resuscitation, CPR) J& & 4 D TR IE R CPR R AR RAK T 8%, 3 E AH4F &
LIRS (cardiac arrest, CA) SR 1 HIG R TFBE, 1] VRS R A R T 1% 20 T AR A7 2R AR
i K TR A TR AN ER IR R AR SE i, 4Bk Fe RO SRR ol TG ER R IR I 5 | i 4 e S et M il 452 47
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(hypoxic-ischemic brain injure, HIBI), HIBI J&¥8 H T4 F 5
P 3 ol A R 1A A R M 2 2 e S O A S 5 S 1 i
AL, BRAERTFERM, 78 CPR LT P A 68% SET
HIBI, HIBI J& CPR 4808 5 fe /™ 5 1 A , Hoi B A%
OME TNt skamm / ﬁfgﬁfﬁﬁ@(ischemia/reperfusion injury,
IRD), AJ 51 & — F 5 Iz ST RERERT RN DI RERRAY | 0Lk
FARIFFEE R PR S SE AN R R BE A i 22 D RE B4, 1H H HT
Xt CPR JE IR F5 ARG T FBe AR

BERIBIT (hyperharic oxygen therapy, HBOT) 1E K —
Tl B IRy 7 B, G R T4 Rl 48 03 T
BRI e SEE N, AT VR A . HALHI 5 SR shAn
LA A AU R L A5 = 5 1 AR 1T (adenosine triphosphate,
ATP) A3 8 W A 28 2K i B AR Pt A s LA R 8 45k 1
B B 5 DT o e 0 e 4 L 4 B (A S ) SRS

AR, IR R SE B R W, HBOT SRR IAYT . EE &
PRGN T 7 A PR R SR BAL P R R IR s 0
ARG HIBL S A Z IIRess . R, R0 ik
HBOT f£ CPR J&i HIBL (9 B HI A fEL AN 2 i i 5t A S IR 7
B LA I PRAIESE , LAAE B2 BLR | A2 O B AL BR AR
I7 R S PR AL 5 1 Y 4 A4k BE AR %0, i HBOT 7t
CPR J& 28 (RAP U R A 7 B2 A 00 S ity AR
1 CPR f5 HIBI B9& £ #H

CPR 5 H AT R0 | Bk T A0, LA RS [
FERA NI RERE AT . 107 CA J5 BT R] 0 I 45 11 2
VAR I 8 45 T S B0 20 2 SR LR Rk s, B CPR J5
W MAGER T REIKIR | £ 3 Wli LTS AP AE SR B (4 Rt o
SRR, T2 S ECHIBL R A
L1 IRL: CPR & 100t B ML 7 A8 T, ELAE 24 h N AR
G 101 A B RS A T 7 000 I YA I O s T UK e
I PP G 5 A AU 3 18] 2 5 W IR 2 2R B
JNTE S A M5, AF CPR S A, i i e Tk &2 vl 53
ALV TRT, AL SR A SE R 22 R4 7 UL
5 B A5 AR Lok AT A T A R R AR LA
DLV A SR 1o I S AN R A O R R / P A
i (cerebral ischemia/reperfusion injury, CIRI) % A= B, i 2H
2y T 5 T A B A IR AR AR AR BE =, A0 N N Y B
I VAR PR T o T ML B S S e R s R AR
KL, ] ATP 5 0, B LR AR DI RERR % 5 53— Jr T, £
BEA 5 28 1 I THm 4y PR AR i BT E R K B, 5
N- 3 -D- RAH R (N—melhy]—Daspartic acid, NMDA ) 524
254 TR KR AYTE PE S (reactive oxygen species, ROS) Flvf
PER, PANTF S 2147 A SR AL B ORI AL B i s . 5 0t
()BT, /0N 2 T3 200 i 2 IS Jo 2 L R I e 2400 L 940%  ed
PRFEIHF - o (tumor necrosis factor- o, TNF- o)., [0S &
(interleukins, 1L-6, IL-13 ) EE KA R TR M IR R
LA P03 10095 P9 B2 A0 L 38 im0 57 [ ( blood brain barrier,
BBB) i1k , e AL E T
1.2 4T 5IR%E : CA JE BUNNaCR S Hh

O DX R B X Pl o0l S R R s e L A2 46 T
RS PR 2A RG] UL b 3R AL A A 28 T N ZoRLAA | A S5
o A g i SR A L U BRBR T B T AR T A8 CIRI
T LA R B A SR 2T AR T i T 2
JEAH

2 HBO X} HIBI KI{R74E ) % 4E4L

HBOT J& 45 & & 75 & R At N, T 2.0~3.0 K&
(atmosphere absolute, ATA) IR EE R A 100% 2/ —Fh
BIFBRRIITIE T BERTTAIR A, R I 7 ik
[KI R % 22 A 1 Z2 s BRI R 5 12 19 HIBL 1] H 43245 24 0]
FEHLHE RS WL 1,

2.1 HBO Pl i 2R S UMK - TEm RRET A
AT LR P BRI it 2 Sk i RS 19 17 ~ 20 5, AT 1A
A8 0 9 P99 S 9 o LA SR LA AR SR 3 T i 4
ACPRRE i - M YR B T i 2 R A X, iz X
SRE KA T RE R AT BEL UL HEA T IC A Qs , G e ke i, DX i 4
kA

2.2 HBO VA4 4HIEAET 53445 « A0 JA T4 i Bel-2 KM%
BEIA] | RAE R S 1 D 2R £ 11 1 (caspase ) ZE M5 K]
Z: 5, DAGORLAR Sy b i 08 T2, S BBl e b 2 T IR AT Y
SRR HBO ]38 i B caspase-3. B- JEM LT LA K
BB T K R 2R, bR e R 2 SR
(brain-derived neurotrophic factor, BDNF) {9 & i, #7175 4
I Jz )2 (prefmntal cortex , PFC) 1 Bax/Bel-2 40 T-4H5¢
B KR e A A

PRI TR pS3 FERMHR IR AN BSOS 4% SRR e,
P TR TR TR A, S 2 T
B AN, AWk W BE R B L (subarachnoid hemorrhage, SAH)
REBAI L ] HBO b vl SE ok F IR SRR I LR - 3- J e /
5 1 BT 04T W5 B2 1 (phos-phatidylinositol
3-kinase/protein kinase B/mammalian target of the rapamycin,
PI3K/AKUmTOR ) i , 4 il PI3K . mTOR | Bel-2 (92 17K F-
DL K IR Ak 4B 14 B B (phosphorylated Akt, p-Akt) 5 Akt
PR HEAEL, 8 Bax 308, o T A AR IV 3 ok P 5 400 7 9
TR R DRSS HBO AT LA i AN
FIRFE R AW A i OV

BEAEWFE R W], mTOR 240 A Wi & A 1 — A G B
il 7. 2 5 M O M # 4% 3 (microtubule-associated
protein light 1 chain 3, LC3). i REE/EN (p62) & Bel-2 JF]
VRZ5H B 1 (Beclin-1) 45 25 11 (9 3k , BTV 11 >0
HBO A 38 52 8] 59 185 5 v 68 AR OC 28 F R 380A ie, T JRAIR
AIBEFHF -la (hypoxia—inducible factor-1oe, HIF-1a) [
ik, Bea HIBL ',

HBO Gl AT A S RS 2 2 A SE T2k 42
RAFM I E R T @A, HBOT il i PI3K/Aky/
mTOR 3 # T P42 94 T~ K F (U0 Bax . caspase-3) ik, b
PP T B 1 Bel-2 1K MR LR kg R T R
i, HBO Jiid mTOR AR B85 A WEAR DGR i 3Rk
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Z0-1/0ccludin/Claudin-5

B, TGS K BRI AT e R, i,
HBO 3 1] 3 3+ 38 45 480 £k I 1800 72 B3 il
it

{R4"BBB - ) )

2.4 HBO Wl 55 5 AE LML+ RAE N 22
(ERK) . ) 55BN S, A5 55 F -kB (nuclear

T oAl . N ;
A factor-kB , NF-xkB ) /& A AE SN {7 -5 3 # 14 0C
b s s R T2 — 7 BRI T, NFoch
X X e AN o S BT (230 N AT M1
& ETT N « > & . e R4 AE Y, S BIL-1B | TNF- o 45 42 % 14
. o & T baamend FURECKH ROS FERLL BRSO I
MBS i SIRTI CPR CPRIF {5 R | BN AR 5. HBO AT 40 8 NF-«B
b SN R R S R R Lin
A =] ~ ot SILERFN, HBO 7 LLELLI IR 248
el S %‘ LRI R (lipopolysaccharide, LPS) #5453 1) NF-«xB/ 22

kAN Niwidh

R Nrf2
.’l’ NF-«xB \‘.\> S
G TNF-a

ohs T T

a)»
TR e
HBOT “:@

/

1 HBO by 480, HIBL @R i 643, VEGE S A N 2 A2 K AT, eNOS 2y
N T — AL B AT, Z0-1 ., Oceludin , Claudin-5 “AJi738 57 B S5 25 M43 4K 11, BBB S IfiL il
FEBE , NF-xB Wi%55 5% F B, TLR4 Jy Toll #3524 4, HBOT b5 FF2UAYT , INF- o Hy

FIEESRAEIN F - o, MMP-9 SRy 35 42 s 2K (1 i 9, ERK A ANRAME S5 1573t , INK

c-Jun ZIEA I, MAPK 22 282050 U , SIRT1 A TiERF BT 7 1,

LPS M2, MDA N [, ROS SHIEPESAL, Nef2 AT B2 HSERHTF- 2, HO-1 24

HBOT / /- \\
{HO=1 NQO-1}

SOD/CAT/GSH

S4Z2 35 1L H P4 (mitogen-activated protein
kinase , MAPK ) i1 #% [ MAPK 4% c-Jun
AR I ( c-Jun N-terminal kinase, JNK).
A 505 5 T8 Y 38R (extracellular signal-
regulated kinase, ERK)] & F ¥ CXC # 1k
K FHEE & 1 (CXC motif chemokine ligand 1,
CXCL1) A1 CC 1k ] 7 B2 44 2 (CC motif
chemokine ligand 2, CCL2) B35 , 2 ki 45
Diids FIIRAER N o Horfr, CXCL1 12 AE 2
TS e ik , M CXC AL 7521k 2
(GXC motif chemokine receptor 2, CXCR2) 3
BAEMR AT RIA . AR TERI R 1

MZLZR MBS -1, NQO-1 N ABHAAMIL I -1, SOD SR A LI ALBE, CAT it

L%, GSH A K, GCLC A 2R 1 bk 2200 i 1 i (L IV 55 , BDNF Ay figi 1
A EFEN T, caspase-3 N RA AR FF W& FR R 1 3, Bax , Bid, Bel-2 ., Bel—x1
YT AIOCHE I, PI3K R AR NI -3- 340 , Akt 25 100G B, CPR A0 il & 25

1 HBO X HIBI iR /e M EELHI

A A SR B L 7 5 3 B R 2T R L R
WFFERH, HBO Tl AT 5 F Wk S8 EAR T , ] fnse
T HIF-100 50800 [ L RE T | RIS Bal % 1 B2
A F 2/ ML ZNNERE -1 (nuclear factor E2 related factor
2/heme oxygenase-1, Nef2/HO-1) 3 B4 il 8 17, & A& Wb [a] £
PRSP AL, HBO i RE DR FE IR T S R
KA EAEHIE 1/3(recept0r—interacting protein kinase 1/3,
RIPK1/RIPK3) ({35 , 31E— B Uk R 5>

2.3 HBO AL « HIBI AR K ROS MR,
HE— 20 51 207 A N Bt AR T B N, 5 5 A 3 3 1
K4, 75 % (malondialdehyde, MDA ) BERHS 22, M 15 1
DNA 545, 5 ZeCANIAET= "> 0 HBO A5 i Nof2
D ROS BYRERL, P81 BT A AR OCHE Pl HO-1 . iR S A 34 Jit
fiff -1 (NADPH quinone oxidoreductase-1, NQO-1). # &1L ¥
I Ak it super oxide dismutases,SOD ) Jeast S5 AL AT ( catalase
CAT) IR, 3 Nef2 "W HR A G Y I 2 1 o 22
18 AR 35 ( glutamate—cysteine ligase catalytic subunit, GCLC )
FIA e H K (glutathione, GSH) & 1, 43 20k 2 A A0 3%

w1, HBO AT LAGE i b 348308 i i A 22
AR WAk & e A AT A
T p38MAPK-CCL2 {5 53l # T 4 CCL2 Al
Wm Ak p38 HOZEIR T A5 M 22 JesE
WEAEBT SR W], DUBRAS S 55 5 5 1 (sirtuin 1, SIRT1)
SR — AR AR O P R VR RS A% T TR (nicotinamide adenine
dinucleotide, NAD") (25 Z, it AL R, AT #0440 s g,
% CIRL, iR dEap 2ok 52 . — TR S SE I 5 S/ L bk
SIRT1 275 5 40 I (¥ 4 22 94 352 475 , 1T HBO W 8% SIRTI
A, B/ TNF- o | IL-18 H TL-6 S RISESEAE K1 AL 5
ZWFFTIE 7R, HBO AT 3E i 945 SIRT1 53 il B R ik 4k
1 B1 (high mobility group protein B1, HMGB1) 2 Z Btk A
T 3 0 45 TR 2 1 T 9 (matrix metalloproteinase-9, MMP-9)
B HIBLS . BEsh AT 0F5E S, HBO AL E R i rh
(9 TL-4 758 0] E R SIRTI, R br a4 v AR Ao 1 5
T i@ iE (voltagedependenl anion-selective channel, VDAC) [
FIk AR LR A Wy A B R T AR S S, T
— BRIV S GIE E
2.5 HBO M ZIET: : $RIETE Dixon 5577 7E 2012 4F F
URHR 19— R I A AE T 75 2, e F 2R SR B AR
it S A IS LA KR Sl A R Rl AR GSH
A B H KA AR L BTl 4 (glutathione peroxi-dase 4, GPX4)
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PR TIRER T I L Nef2 i SR AR AE TR A R T,
LA T S AR B S D] 7 3R 38 o 4 A0 it N SRk R AR,
FEARANM P Fe™ &5, I ROS A=Az, UE M Ik E T .
Chen %5 %3 HBO M(3% IRT 1] g 5 A BE 2R 11 0B U .
X CIRT KBS RR FH 8 HBOT 5 %60 2.5 ATA, AKX
IRYT 60 min, B H 1 WK, IELLRYT 30 do BB T ER, 5
HH B R I 1 i R A5 H AR 1Y CIRT BBV A G, 45 HBOT
IR BRI 28 T A SR BN LR % 1 i . Ak, CIRT A5
HIZH R BRI R B A GSH /KSEX 25 FAIG, 1T MDA 7K
T4 2 TR, HBOT W5 7 3ok S AR Ak, | FHH I ] f il 41k
PEIEAVERAR I ZEEL, W 2R A% HIBL 53 ek 3ET
2.6 HBO V819l - Pl - ki - Pt e h il i R G0 F S
i 3 9 S 1) 38 il , M AT R 1) 2R 5 B0 N W G T e
W A IR S B, ST RN - I 2SR ek
T 19— TIUATE T S s, 3 R VR 11 I 0 B 485 7 11 2 ¢ 1
BEFEHN I fh 2 3244 1 (triggering receptor expressed on myeloid
cell 1, TREMD) {55958 £ R, 7€ CA-CPR 74k &
PERR5 13 ) 2 o LA Ak SRR 2024 45 Nyam 45
WERH HBOT nJ RS2 ma G453 Ja i b 405 ) o i 1RV 4L B, i
PRIAE 90% HH RS PA 2 A%, 2T 5% Sk /s G AL U4 & 1T DA T
FRm Y, HBOT 72 h Ji K BV T D AU 2>, AT
IRFRGR /N, SORE R T2 T

HBO 31 3715 i B L R (Al 98 MR SR
T SRR R A ), N TR M 28 g 0, e RS £
BOAE T FEE W I 38 A ERRAE (203535 2K 1 8 (Prevotella
copri) £ VT HEAE R HBOT STl bR 0 i,
FF5E s HBOT Ji 18 PR s 735 UK T 1Y) 4 5 i
FEARRRAE /N AR 4 RS TR R TR T
TR ER G A0S , 40 HBOT Bk 45 AE W sl S M A M As e, LA
BETRA ORI, Il R S R A HBOT
I7 AR TN bR A, HBO A 5 ki - o b 8 4 ok 3 CPR 5
HIBI AHLHIE AR HE— 2B R 1T
2.7 HBO 415 BBB i@ | B SRR EE S HBO AISH
i BT T Occludin 1 ZO-1 %5 32 12 28 11 i 387K
F-, 4ERF BBB A58 HAE 5 38 ATl L1 TLRA/NF-xB {5538
1%, I Gy S5 R AN AR AH DG I L R S 3, 221 BBB (1)
K AR s s

N Fz 8 — 48 AL & B (endothelial nitric oxide synthase,
eNOS) J2&= P B AR P &7 sk Th B R, w] & mli— Ak 2L, (i i
AT WURA St SN il 3t i o A W5 s, HBO Al 3E
4 eNOS i35k, AR HF— U EUKF I 32 &, bl i s
BT B . Ak, A S S s e 4R, HBO A
R L MR A6 BRI A 1) P8 2 AR R 3Rk (2 I S A
PRAEST R AT AL, B i 8 g2
3 HBOT BX&RTHIEKREXNASARR

HBOT 2 R34 B — i 20 23 S 70, 38 5 1A R B
G WAL . 245 T 248 i % 45 2 PR T SR IS AHSS B i £
FEATRTT oo OPNIBE & SR W SE A3 B 1) Y7 AN [R] 9o 2 A=

IR, B EkE CPR J5 HIBI (P2 IhEETS . 0 CPR J5
R4 193 A [ 300 2 B8R A B AR AL R[] YA 7t Ay 225 Hor,
FE CPR Ji 9 2t CBUNIE B 50K ), 1657 500 LARGH
R L K SRR ORI R A 32 . HBOT 5 WA IR YT
FRIERR A3 107 FH s HH TR R332 e A i 4
T Py B e A o, S A VR WA M K e LA
B SRR A4 , I 2 WL 3 o A1 o 20 2 AR R L o2 4
FE, IR DL AT P I R R LA B — B2 90 (R G B 98 i T 7, A
MTHELE CPR J5 4k & PR . — B A3 I T i 8 48
BEFNREARAE AP A SCHE AT T[R4 FH AT eI M k4 - i
I EPEDEER

W52, 78 A E0EFKE (return of spontaneous circulation,
ROSC)J5 24 h P9 2P P& SR o o )
— 57 2020 45 [ B e (8RR AFF 5T UE S, 5 B Al YA T AT HE
TEH X HBOT Ji B4 AR I (fiff 1 ¥2 2024 B R %2 33 C
IFYERE 24 0) BB, 6 4 A B A EARTEIR B3R IE4) (global
deterioration scale score, GDS) 5 ZIAHI DI HELE JR 4445 1]
e 0 5 — 0 2022 4EBER— AL B T IS R Y
T8t SRR — 2538 WA A YT AT LR B R A 1 5 55 B
IR S0 L) B AR b 22 0 4 S 1R 5 B AL T (neuron specific
enolase, NSE ) 7KFJ7 B0 R34, JERAIK T 38 & i )
e B M I A AR R 2 A LA W R 1
JE | VA A AR PR U T R AR 2 ),
SRR

BEAh AR, 67 O N R T R HE 2 T e S
HINIRE . BE MRS HBOT Y r ot Bk 3
MR R B~ M PE . A TRYT A AN [ AL
A M RVAKIN , 5 28 R T DA ISR T R B S22 4
PELL B2 n] ¥k . HBOT W) A P Blc s I 21 2R i A RS
A, AR T IR 1 Bk R 3 5 A AR A T Bl
HBOT ", #2545 1, HBOT BEA4H2iay7 ) W i i m A
IR0 B B4 A S 3 98 e, A R 5
B BRI g, T R 2R A
B T TR IS , 25 RIS L F SRS 7T CA J5 A P& T)
RETIUS A A T KAk 25
4 REBRESRKKZIT

HBOT 7E i 3% CPR Ji5 HIBI rf J Bt Z2 40 5 b 4 4
W H B ETET HBOT X CPR J& HIBI AR ML BT 58 AH
XFEEZ B 2B B R U5 T S AR I R AR
HIR, H HBOT (M fEN AR g A7 E S 1

— T &% CA-CPR J5 7 d NATH- 8 HBOT B¢ 4t Py I
W ALYEYT AR Bk BB O 9T SR, 6 CPR )5 IPEI T g
BRI A B 2K B R R0 HBOT B A P IF I HLIA YT
AR CPR RN JR36) T MR > (B4 B SR HBOT
I AL B R R m Z HRRR h T a1 cA 1
SRl PR A TE, BETE CPR 5 FHA A7 7E CA (7T BE
Pk, RIE, EHERR SR i8S S UE 5, % CA J&§ ROSC HLIlL i 3)
JIFAEM B HETE 24 h NJEZ) HBOT (2.0 ~ 2.5 ATA, &
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UC 60 min ), TG T UCEBORE P RE I AR I £ 55 17 2R e T o

FEXTAFTER S MG EAS SRR CA BE IR Ot &
75 (active abdominal compression-decompression CPR, AACD-
CPR) 3l 32 6 Ak 5 AR 2l ik 8 13 )% [ >25 mmHg (1 mmHg=
0.133 kPa) ) AERFIE PR AE , 0 HBOT I AR A 144 BILAER
MR AT AR ER - AR )k 22 G, o
AACD-CPR AT 4EHFIAG L7 50 71 %% , HBOT W3# o 4 i Sk ik
U/ ROS BRI B UM IR . AR ke T Sy R 5 SR Mg
(I i 2 A B b bofis >

Zi EJTik, CPR A NS T H T U HBOT 4 45 T
MAUIERRE . A HBOT AR 2 38 1 e A ol ELk
PRI R i A SRR SEATS o S 2ok 22 T BE LGS BRI 52
WA AT T AL SCBERFSEAE T0F Al ROSC 5 24 h 45
I 24 h 3l HBOT X & P2 DI RETIUS R340 o I PR
SRS 2 W, ST AT AT i b s e 28 ) e A
VO3, I A AR LT Hh S Wi e 8 003 04 26 b 7k
S PR IR B AT AR R KRR v CPR Il
TERLRIRT ) A -5 v G A i ST AT, 5 SR T 2 1
RLPAFAERAIARE 2 o, SRR iy & v HEHLXT A 56
I 90 d 2 Rankin %% (modified Rankin scale, mRS) 3
43 K AL NSE., S100 B S5t 05 4= Yybr s i sh S AR AR
FEIFAGERE . [ RR HBOT 5 Hiit CPR HAR MY
D RIBONE RSB GIRYT IS8 JUAh B R TR
AR ELAA IR AR A L TE LI /AR AL A ) A S AN A A )
bR A £, b 5T X A A I A RaR Y % L E
PERUE RS e , 5 A R0 CA BF KIITUS iAMA 4L
HBOT %I
PRz A EH A AR £ wh g
SE 3tk
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