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Research progress on protective effect of astragaloside IV on myocardial ischemia-
reperfusion injury

WU Guangshuang, LIU Jianli
Department of Cardiology, Affiliated Hospital of Shandong Second Medical University, Weifang 261000, China

Abstract: Myocardial ischemia is the main cause of myocardial infarction and can also lead to secondary myocardial ischemia-
reperfusion injury. Astragaloside 1V is a tetracyclic triterpenoid saponin compound extracted from dried roots of Astragali Radix, which
has various activities. Astragaloside IV can alleviate myocardial ischemia-reperfusion injury by reducing myocardial cell apoptosis,
lowering oxidative stress response, reducing myocarditis injury, delaying myocardial remodeling, inhibiting excessive cell autophagy,
maintaining endogenous energy metabolism, and promoting neovascularization. This article summarizes the research progress on the
protective effect of astragaloside IV against myocardial ischemia-reperfusion injury, providing reference for the clinical application of
astragaloside IV.
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AU R HT AR L5 T B DAY Co LR I 5 A2 )
WG, OB E . Rk, AR T E K H
T X5 o JU LR M0 P HE VR A0 OR APV F I etk g, R
TR A Il R IE RS .

1 BEEOAARRET

1.1 BURHARELALES 3 BB/ E R Es BAERES MK
BEAE 3p (PI3K/Akt/GSK-3p) {551&R%

PI3K/Akt FR13800% 2 8 ik B R AL (2 8 T2 2 I P
1EH 5 B 4tk ER-2 (Bel-2) 4id, M Lhifk
T EA%, IBREINH] GSK-3B 5P, J8/D Bel-2 #H
X% X HH (Bax) /Bel-2 FGf, 0 bR &
(Caspase) -3 Wi, MHIZRARE T EAT, RO
JILER L 5 AR A AR 716, Wei Z507ME T 250 5. 10
mg/kg B8 S FHE ig 45 L0 b IR K A 4 S g N g O
WL I AR EE KR 7 d MBS B W IS
PI3K/Akt/GSK-3B 15 Zid %, AT R%NL40
P, REAINOIUESE A, FEARIIER B (CKO.
FURBLERE (LDH) /K, e OIhbEdehs.
12 HEAREEATET 3/mHEXER 1
(Sirt3/Drpl) B

Sirt3/Drpl 38 % 8 ok I #5 4 R Ak 4y 4/ il 4 oF
flir, CoVLERILES, Drpl 8 30E 4 0 L8 kifk, S
BRI Ak, BRI 3R C, FHIUE Caspase-
9/3, fil R ERIARAFT, B ANH] Drpl s
JHT-E A Bax MZRRLATENL, [FR FIRBTH T & A
Bel-2 ik, 142 O IBEBE S| 1) 40 B 2181, Zhang
FEPMEH 10 mg/kg 5 B FH ip 1097 O VUEIZE AR 4
JERIRIF T, 38 @ B0 Sirt3/Drpl @ E
il Drpl NSRRI E S, ERFERiAz)ES
S, Y E PR (ROS) 4t 3 C B, Hif
PLRAT- 8 A Bel-2 ik, FREHMT-ER A Bax Ri&,
PRI T
13 BEREFSEETF10/FESE—SHRAE
(HIF-1a/iNOS) @&

HIF-1o 7] BiAFTA TR B Bel-2 £ik, R
FfE T8 A Bax 3G, F#MIK Bax/Bel-2 HUE,
I RRAR BT A S, HIF-1o &0 B4 &
iNOS J& 87 X EkEUR Soof, et s, JuH
FEGR L B 58 INOS RIE, (R —F A (NO)
A B RAEPTE T AE DO, Si S50 12.5~200
umol/L 75 1 F TR A2 K B LAY 24 h A
FUH, T B H @A G HIF-10/iNOS S8 B2 3 NO
A R, B AR 2 /5 I G (cGMP/PKG)

TE B A LR AOE I PR 3 fL (mPTP) FF, J8/b
AR, R Bel-2 3RIA, #il Caspase-3 i
s I8 O LR T4 i L A A LR BE TR R, ik
2o F P o P FEE R 2475
1.4 HIFIR RIS R &

AL AR 85 R FBURIT S /A RIS
H|E (UPRs) LR, filh Py ot I RLOR B, Jd et
C/EBP [AJi 1 (CHOP) IK#IH T-i& 4%, #MHildt
T A Bel-2, LIA{ERETE A Bel-2 AHEMEHN
i~ p53 EURFETRIERT, ARk O ILEk I G|
UM 02, B 25 2FBYEA 10, 20 mg/kg B EEH
T ip 1697 A e ks FL A 3L O FU LR I PR Y K R
24 h R FCH, SR A DAL NS ATP
2a ik, HORE, B IR A NI, ki A s
B, TR G R OFE P SO I B S S
P DX 87 S50 B 2 MR T B 1 78/ e R Rl
6/E5 1 R FF 4 J5iT X 51 ( GRP78/ATF-6/PERKD),
P50 P9 I I O O S U AR T, RO
JULZH B T Ak O LA BB IRAE . R R . Bk
SIS 30 mg/kg B H A ESR T TR0 LR I
FREEVE R 60 min IO 70 HR, 28 v R 38 I 4] 7
VEVERA GRP78 3R1A, ol P o I LU B, Jak s> 0
WIBEBEIEAR, e OISR
1.5 #%l PTEN i S E#Es 1/1A& & B (PINK1/
Parkin) 55 BEKEL

PINK I/Parkin 8 M i3 26 0k 5 I, 75O ULER
Ml BES , FER R e, REE LN
AR BB T-0S), 2R JEBHAEDOE A 1. 24 4 mg/kg
HEHHE ip W0IT GRS e F R S ST O
LBk IR KRR 7 d BIBFFE AR, SRS @ )
#1 PINK1/Parkin 15 538 B T4 PR AR 244 A
KEAMEHFEN 1A/1B #8483 (LC3) 1. p62
FZ TR F Bax. Caspase-3 HJKiE, FIAPLFT:
B E Bel-2, JER O ILAH M E TR W B, BRI
j& LDH. CK. RA MR EHHEE (AST) /KAl
O VLREBETHIAR . &M T BOor B e e . 5K AR
NS 30 mg/kg RS H ig VRIT AR kS L
L WLER PR EVE R 1 R e, R H
30 5 4] PINK 1/Parkin /5t AR WA B 14,
F#{% CK-MB. CK [/KF, Il -

1.6 #HNHISSHURSR (CaSR) FRik

CaSR 1N G S FMERZ A, @ s G i

C-IP3 JEEE IR AN S AR, (R AR T2k
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1% (Bax/Bel-2 KA, M7 IR T8, Yin
ZEUOMFFH 80 mg/kg ¥ EE Y ig VRIT O ULBEZE K B
7 d BT, SRR CaSR/ERK flikf 45
BT, (R RATEE S, W E RS
T AES, L LR P 5 | R AR E T
TFAEZEROE Y 20, 40, 80 mg/kg ¥ HAF ig 1697
45 L 75 56 WK B0 K T P SRR S 1 O JUL R I P RE v K
15d IIFFeH, S @ ] CaSR FKIA
% Bax/Bel-2 i, F#{K CK-MB. cTnl fI7KF, 4i
ZANIWIIIN S PTATTE AP SIN (AT
1.7 BEEATHEXER

Luo ZERUMEH 5 mg/kg 351 A ig T-TIAR 3
JE J ECo JUE 5 A SR L P REVE BB L, B S I
I BV A Bel-2 (R IEHNHI 26 ki A ROS F&
K, YEFFREEAL, FHIE mPTP JF, 8/ 400 (0 3
C BEil, B INHI AT, W ONEG. S/
SEEPME R 10 mg/kg B EEHT ig RIT 4L A AT R
SCEENT IO LB L PR R R 7 d BRI, BT
FR A E e s P oA DG B 1 B Bel-2 (BT 1
FRiX, i Bax (£ 1) Fl Caspase-3 (JAT-HAT
i) ML, RATRRRE TSR, SEBROL
AN =g
2 BREHRHR
2.1 HUEZETF E2 HXETF 2MORMEE 1
(Nrf2/HO-1) {5518

Nrf2 256 BIeH (ARE), BUE HO-
1. BEAYIEALEE (SOD). AE LM wE
i (GCL) ZhiE /it RRiL, et ROS 1
B, AR ONIEASE Y. Jiang FEPAEH 40
mg/kg T B ig V0T 7 b IR B0 K AT BE S g 4L ST
(RO UL I PRV KRR 7 d IR FT T, SR H S
HCE Nrf2/HO-1 {5 5 i@ i #2 = SDH. SOD &,
F#AX MDA ROS (7K1, LAFEAIE CK/LDH FIREL,
Mg D EEFIKIE . T dp/dimax ST (EF).
AR (FS) MIKFE, WOl ST .
25 PR ALY ] 20 mg/kg TS T ip VAIT O LR
MR/ 24 h AR F, 36 IS E0E
Nrf2/ HO-1 38 B3 5 240 B 5t S8 AL RO R B 4 i
I8/0 ROS LR, WO ULAT IS 77, Ff 2 R A Ak
AR TR, R OIERIER « B
100 pmol/L % 1 F 1 FIUAL BB Ao LA L 24 b (1)
W, MW ENE EiA HO-1 #k R E A H
Jikid Al (GSH-Px). SOD /K, ARl

WESE A T (cTnT) MK, VhEBTEMAS P E
B, B AR O LA B A3 0 R0 VK B A B D
2.2 & PI3K/Akt/mTOR {5 S8
PI3K/Akt/mTOR & 6 )& 4k, et i 4t 7 ) 0%
HIZE M 4 (GLUT4) A A1 COREBG 2 (HK2)
PE, 0 ARG, B EE S B ROS
1R, RO NEITRR AL, FRAR A0 A HERR
FI ) ROS A i, HESRFTAEAI T, 5.0 ULk i 48
AR R AEARZ O ORI E T, sk FREESER 10
mg/kg BB FHH iv IR T 4540 A0 b IR BN bk iy 4 S 57
FrCo LG I PR E KB 1 BT 70, S
i 0E PIBK/Akt/mTOR 55 8 % i 2 f£ Ik ROS 11
AKF, F AR, B O NUEESETI AR, £
OEWH R FSy EF 7KF, BRSO EERKARE
(LVEDP) Hy7KF-o B 55U A 20 mg/kg BES
A ip YAIT 253170 e R 3N ik w5 a3 f o LR
MR 1AM, B E R I
6 PI3K/Akt I8 B 3 T Ui 9 B B — S AL A A T
(eNOS) WA, HIn—% & (NO) A ik, ki
LR R B A B LB (SOD2). HO-1 Zhiéfk
fitg, Jk/> ROS FAZR, SRR A I, 0]
Caspase-3/Bax /- S TE RS, Jz o VLA B
W, PRGN 4ERi 2. 4R RN 28 MR 1)
IR . Fathizad ZBOU$T A 2.5, 5. 10 mg/kg ¥
K ig 07 RAE ERERE OISR 4 d
R FE, 35 AT E PRI MDA KF, $25
SOD. At H KIS ElE (GPX) /K, Wk
NP A A B e B, BRI O IUBESE . 2R 4E4L
K, PR O R B E L, KE RS ERER
SERURZEE . &FIKIE SFRISIIKE (MAP) FRE,

PR O INRE
2.3 HURLZRIR ATP U4 RIEIE (mitoKATP)
BiE

mitoKATP JFRUREE KA, 2 i 57 i ik
fi A LR AR S B B8 B8 (VDAC) %M, /b
ATP /Kf, Fr4ERrRe AR, Ak PR
RO EE (RISKD {5 5@ (41 PI3K/Akt. ERKD,
9 N VRPEBTEAC TR, 98> ETC IR I ZE kL
RThRERRNS, PEK ROS I AR &, iz Co AN A i)
AR B, 25 BHFEERME A 25, 50 mg/kg B H
 ig VAT O VLB R KR 3d R FL R, B
FH 7 I S mitoKATP JEiE %k LDH. MDA /K
F, $&5 SOD K, IR AL RO 2R R4 45 4%
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UG RN O =) O AT R3] R s R W
LR AR ZS WA L2 W2 Fr 3 2 o 2%
2.4 1] ROS/Caspase-1/GSDMD %

O ILER PR HEE ] 52 ROS KERER, ROS
I EOE NOD PRS2/ 8 11 3 (NLRP3) 44 /MAAE
it Caspase-1 {1351k , Caspase-1 #— 5 8I1J) GSDMD
(gasdermin D), BEI N uig5#438, (GSDMD-N),
TE R I FLTE , 5 504 M2 3% 1 i i AN A T2 1330,
Zhang ZEBUF ] 40 mg/kg ¥ T ig VAT O LA
FE/NER 4 RMBETE T, s ROS/
Caspase-1/GSDMD Hija/> R R TR, FRAREF4EAL bR
EWMEIL, #H] NLRP3. cleaved Caspase-1 .
GSDMD-N %%, /b IL-1p A1 IL-18 2k, il
JUL M B AT A AR T, R A 0 A I 4 B
(LVEF). ZOZ 4504 (LVES) [F7KF, B
WERERAREE, 4/ O USRI A .
3 FEROAE MRS
3.1 P Tol #F & 4887 LET 88/#%FE F-xB
(TLR4/Myd88/NF-xB) {55 i@i&iE L

O UER LA, SRR RS BAR A O 5r 77T 5
TLR4 454, @l TIR Z5HE e EA
MyD88, &zl i NF-«B iB I AL, 51K RELk
k[ 5, TLR4/MyD88/NF-kB 15 5 4 /& 0o LR 1.
FAERI AL LB, Shi ZFEOUE A 80 mg/kg
BT ig JAYT R0 PR S A AL S I O U AE K R
(B FEH, B I I | TLR4/MyD88/NF-xB
T AR O LHES 2L JOERIE, Db SOGE
AR TBOR R JR TR, B O LR P45 o Lu 2567
i 20, 40. 80 mg/kg IS H T ig 16I7 A R3]
ik T B S 25 LR ST B O URESE R BR, 7 d BB F A,
T 1 HI R 30 1) TLR4/NF-kB 15 530 B3 A A
IM3E TNF-a A IL-18 /KF, Za/NC VUSRI AR, B4
DA HEHES R ELFIIRAE, 5% Co LR I PV
1 9447« Cheng S5B8MfE ] 50 mg/kg 35 1 ig
09T 53K SR 1T B St R B0 ik = O U B R
B2 AR, 3R N TLR4/NF-«B [1)5€
ik, REREROIIAIMHESZREL . SR AR S
TURR, /O U BETIIAR, 2 i i b 45 20 R 55 1
SE BRARAE AT IR AR AN R AR G RN R, FE
LR EAMA R R, 75 EPUEA 20 mg/kg 3
EHH ip W67 OISR 14 d BHFL T, K
FRF i@ i TLR4 R4 B 2 BRI O ULAH ML IR BE
AT MLIZ I (PR B, Bk O LA AT

3.2 Pl c-Jun EEIHHE (JNK) /p38 551@E
O JLBR LI SR04 D REFEAG S50 ROS K&
B, WoE INK I p38 {5 5%, 1552 P RAER+
IR, 5 NF-«B BB AR 28 1E R 1400,
Sun ZEH4fH ] 10, 50 ng/mL ¥ FE FH -7 H9c2 O
JULGHM 48 h BT T H, 3T FH @ L 40| INK/p38
T ERHOE ERK IS, FZCIL-6. TNF-a HRIE,
BRAERPBL, R OWR IS, KR EH .
4 EZOIEZE
4.1 HMHIEFEZER 10 (RNF10) /NF-xB @&
RNF10 1R E3 ¥Z R IEHL, Al @72 210 NF-
kB % 1) O /7 (W0 IkBa BX IKK ZE54),
W NF-xB s, #—2 LIRERAAKET-B
(TGF-B) I 4 )8 & Al (MMP) -9 it i 5T
L RRET4E4RHE 1L, RNF10 7] fgilid #4558 NF-«B
S IR LA E B, RASEOIIRE
W2, ARG 40, 80 mg/kg FEEH T iv
TBITOUBEZE R B 2 A Fi v, 3 B F 41
fill RNF10/NF-xB J8 BTG, DA EEAH M PR AR
IL-6. TNF-a. IfiL & 40 fa 4k 53+ (VCAMD -1, MMP-
2. MMP-9 Hjik, KA OEFKARKPEHR
(LVEDD). Z.OLEIAEARE (LVESD) /K, 4
hnEs BE S AT LVEF, 8O L4545 «
4.2 1% Wnt/B-catenin 15 S 1B EL
Whnt/B-catenin 15 5 1B MR Ei TGF-B1
R JFEA SR Cin MMP-9. Collal), RHEKET
A0 B IG BE AN RS SRR, I O LT 4 AL FE 41,
B LG 20, 40, 80 mg/kg A ig 69T
OIUEFE R 8 IR Fi A, 35 e B i i )
Wnt/B-catenin {5 5 1@ #& # Lo I DVL-1 # B-catenin
MIRIE, PR OULEF4EL AL =R K, $25 LVEF,
LVFS f7KF.
5 HNHII S ARG B ik
5.1 PBREBEMATRE
AHEMERAMYEERYE, nEdEE
PI3K NI e HIE A A G R 2 (LAMP) 2 52
Wi [ W AR P, 3k P ROS VA BiF 1A ThE, Tk
“H WA R - I BR A PSR G, InELLER
AR R IE AT 4EL 40, Huang S5 47§ H 20 mg/kg
B HIR ip YRYT A AT R SCE K S L S 0
WIEEZE/NR 12 h JERIREFC R, B IS E
SOD2 s34 H HEERRAE /7, Jb ROS Ik, %
1% W FR A LC3-11 M1 p62 [RI7KF, 4 e U9 B
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TSR EEARR, WO, P
i CK-MB [1/KF, WEHARFOILIIRE .
5.2 HMHIBEMEX#EEE Beclinl FIFRIA

Beclinl (M7 EEE0E 2> 5 80 H MR A1 (3 R
A GBI B AR, 1 A B A A FE I, TN EE R
NI SFRTEPUTH 2. 4 mg/kg 3
B ig JAIT 2o et RSN KA B S 25 L N G L
P KRR 2 A A A, o e )
H W SB[ Beclinl [R5 H RS 510 1%,
e AR Co LA 45 THI AR AN 58 RE VR o
6 HERFRNIFEMEEE B
6.1 30 GSK-3p/mPTP {5 51@ %

GSK-3B/mPTP i 4% mJ 18 4% 28 b 44 T 8 AN 41 ffg
FET, WAL GSK-3B E M EL mPTP AHKE
(WA BRI, T3 mPTP FFEEIF, btk
JES AL R, R L3 C SRR TR T, B
i Caspase ZRIK N, MBI ZRLAARIE 000, 517k 5t
LBV 10 mg/L 3 B H O E Ve T TS FL b IR Bl ik
7 A B S A (PO UL L P K R e, 3%
B F AT ] GSK-3p/mPTP 13 51l % B35 i 1%
LRRLARII IR 2 AL, ARUE ZRRL R IE R S5, B
FeL BRI DIRE, R IR KR, 4a /N0l
FEFETHI A o
6.2 HERBREMHEKETF 1 ZF (IGFIR) 55
1% B

IGFIR 155 i@ @ 0% PIBK/Akt I8 BE{EidE
G R IS TN OB R IA, 4ERE ATP &
i, RO LR LI BE S FEE Y. He 25E3MEH 10
mg/kg ¥ B HVRYT 7o e R B Bk AT R S 25 LS 1)
O IUBEIZE K BR 4 d BB FE R, 38 5 H T 0E IGFIR
{5 5@ T IRS1/PI3K/Akt JB#%, KE ATP A
TETEAN ATPSD (ATP GBI ) ik, {2k ATP 4
B W IR PERE R, DAGERECoOME R A A R
R BRI B DIRE, AR O LB I P S
(R LA VB o
6.3 HIFIIEAESLBERRER (NEFA) B

O IUER LI, LR FABERR G Z P, 21
AR R B-EALILRE, NEFA Mt RS
AR AR AT, H R R M Sl v 1, PELRS
BN, TR ATP A2 piAs B4, 2= RS0 A
20, 40. 80 mg/kg B 1< H AT ig 67 Ao b R 3 Bk w4
SCAEFLE ST O LR I PV KBS, 28 d B ST,
TR F L I I 40 NEFA R, 84200 g 1 Q1

RIS I A R R, e SR TR
R AL [P AERE, BRA OO AR o B R, koL
RN 4H ARSI ZEEL K
7 RBEFTE ME R K
71 FIEHEREMK HDERBRIEY (PTEN) /
PI3K/Akt {5518

PTEN [ 5 iA 2 [ W PI3K/Akt 3@ #, = A
SEAUFREAGFIZHMRE T, #H| PTEN Rk, w{ff
PI3K/Akt ¥, Akt 3@ B EL b HIF-1o {23 L5
FAEK T (VEGE) ¥3%, TERUE RIS, 5%
I3 A AL LI R S IR O LA 453156 Cheng
LT 20, 50 meg/kg B H A ig AT LA
ARSI RKET B SN OUFESE KRR 14 d AT FL A,
O %] PTEN Rk iR X PI3K/Akt
WA, B VEGF IRk, LLIREEM S
PRI S R AR LA % R, B R4 = KRR
TR, AR RN O AP ORI, 42
e L A A AN Iy K. R 2RSS 20, 50
mg/kg 15 1 H R iv IR O IUEAE K R 2 JE It 7
o, TR E T 4% PTEN/PIBK/AKt 15 5l K &
2t VEGF MERIE, EAH gHE, o
EY IR, e EF. FS MKF, KRIEOUUE
1EH .
7.2 BUEEBREE D1/AAER X JEMLES S/MERA
E4EKEF (PKD1I/HDACS/VEGF) {52@K

PKDI1/HDACS/VEGF {55 i@ M@ i “ g
- RWAE - AT SRR, WS
PKDI1 A #l21k HDACS ) Ser259/498 i &, {gfii
H514-3-3 EHES G IFHZ, RS VEGF B %
), AR C LB A BT T AR AR AR A
il A 4k 1) 2 AR E B, Yang SEOOEH] 40
mg/kg 3 iv BT AR O VIEZE R R 4 B T
F, FEEH B PKDI/HDACS/VEGF Bk
HECNURESEfE B A i, (R0 N B A s s . i
B A A R, AR OVl HES 8L, 5t
UMY 2 . R4 R E VR MESMIR. £
T aEEOUFH 40 mgkg HEFH R iv iGI7 QAU
YRR 4 BB, S EGE PKDL/
HDACS/VEGF 15 5il#% [ VEGF &Ik, WO
WIHESZKEL dOMIRBE. SR 4F 4, $2 mopi Ak
e, (RdboiEE.
7.3 i VEGF BIRiL

VEGF B #0% VEGFR2/PI3K/Akt 15 5l %
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LA R A M 3G TE AT R, (3t e L DX BT A L T
J%, Dll4-Notchl. eNOS/VEGF HIiE LA {23k VEGF
ZIA, i HIF-1a FI5R, wYkSE VEGF [
%, R BN EEES, Yu FOYER 2.5, 10
mg/kg S iv VR IT 45 S IR B ko U FE K R
4 B s, B H A LR VEGE AR it
HeA A K (bFGF) IIERIE, W & i B2 4
MO S FEANTRS , AR E O UEBE S I ML AR A, $ e
OV R, e O IEThRE, O ILIRE .
ZAE 10 mg/kg FEH I ip 697 OISR
14 d BB, 3R R @ E0E DI4-Notehl
G5 et VEGF I3RIA, (REEAEIAL X N R 1 bE
A A, B RS E Mk S, s
LVEF. LVFS [F7K~F, Z2fi O RRER, Ol
7. ZEABAEIOSUE ] 40 mg/kg B TS PR iv AT O
WUBEBE R B 2 R RIRR e, o B 0l o O
eNOS/VEGF {5518 1 VEGF [k, /N0
VUBEZEI AR, $& Ui 5 B, Rk A8 A, I
BN R, 5 VEGF165 FEHF1EM
PN R AELAT B AT R W R4 o Yang 250061 F S pg/kg
T ORI iv 3697 O UESE KR 24 h 16t
For, B HETA] FH miR-411, a0 HIF-1o,
fife bR Ho0r VEGF #iI/E A, (Rt g H A, iz
WLET4Edk, 243% LVEF. LVES, /b O IEF4EHEs
HELRR R U, (Rt I HAEMOIUEE .
74 £ o-FBANEIER (e-SMA). CD31 B
Fik

a-SMA TECE A R BT RIA, (B A i
TERALLIUEE s CD31 A& N B 40 s = s &4,
LR /K g W I A 85 P8 R I 0 A e 161
Sha ZESME ] 10 mg/kg #HEEHFHOLAURIE iv T
74 I P8 S e IR 2 Mok 46 L 22 37 1) O LA BB KRR TR A
For, FEEEHF AL B a-SMA (L& ALAR
18) Ml CD31 (P ZARIC) ORI 3 56 1fn 5 A B R
77, R AR CERBIEN FTE (R
HRIEE), H—D g N4 RL, 20l
A A Y, BIEUTRR IR, s AR -
8 4HiE

TR F T LIS PR O AR T B RAR
R FARC IR B (S L E 2
PO AR W SRR IR RE AR (R
AMETE R E IEGE 280 SR O LR 5] 2 0
W, (b LlUEE .. SRS & R A
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