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Research progress on pharmacological effects of astragaloside IV in preventing
and treating cerebral ischemia-reperfusion injury
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Abstract: Ischemic cerebrovascular disease has become one of the diseases that threaten human health. The pathogenesis of cerebral
ischemia-reperfusion is complex, and cerebral ischemia-reperfusion injury is the main cause of poor prognosis in patients. Astragaloside
IV can prevent and treat cerebral ischemia-reperfusion injury by reducing inflammatory damage to nerve tissue, alleviating oxidative
stress response, inhibiting apoptosis of neural tissue cells, regulating calcium homeostasis, promoting neural tissue repair, bidirectionally
regulating NK cell function, protecting the blood-brain barrier, preventing abnormal phosphorylation of Tau accumulation, reducing brain
edema. This article summarizes the pharmacological research progress of astragaloside IV in preventing and treating cerebral ischemia-
reperfusion injury, providing options and references for treatment of cerebral ischemia-reperfusion injury.
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T WATERRAS . R A GUEE . XA Y
NK 20 Dyfe ORP i 5e b o BH1E S BEER AL Tau
(AR BR L VBRI A e 7 v i s L PV B A . AR
JEGE T B R I YA M P O PR 5 A% 1) 24 ERAE
R SCE R, N R o 1 A (VR 7 B ke
Mz,
1 BB MEELAR MRS
1.1 i Toll #3214k 4387 1LEF 88/4#%FF-
kB (TLR4/MyD88/NF-xB) 5= i@
TLR4/MyD88/NF-xB {5 5 it % 75 iR )| f& K 15
5 A BN AN S B R RO, i ZH 2Rk L
VEVE R 5] R AZoE B E AL, R AT K B OE R IR
i IR HZ ) 2 B0, Yu ZEUMER 1. 5
umol/L ¥ B H 4 T PC12 #H£ To 40U 24 h (IR 52
RIL, B H A8 N H TLR4/MyD88/NF-xB 15
T O A RIA RIS LA (NOD. A4
M2 (IL) -1B IL-6 MIfMEIASER T (TNF) -o
(11530, BRI TR AN ) RV, RIFEAP AR
PR . HE TS 75 S5 ig 45T 30 mg/kg BRI
R AR AR LK T S ik A ZE /N ER 3 d AT K
B, 9 H AT JE #00] NF-«B/TLR-4/TNF-a. 4$E
R ER LT SN REE-1 (HO-1) Fik, #E—Hm
BME RS, RS RMED R, R
PRI LRI E -
1.2 #)H NOD HZHER I/FEMRLE-1
(NLRP3/Caspase-1) T SHIEHBMAMRET
NLRP3/Caspase-1 /15 [ 2 S i £5 T30 PR L
WG, KERZAN IL-18 A1 TL-18 #R 40 Hu ob,
I 53R 55 s 77 A T B 4 i, IL-1B ]
BE— 5 B0E NF-«B il #%, 2R R
R B 3R05, il 4002 s TL-18 TR s T4k
# (IFND -y 19774, {2k Thl BUG /sB, il
i e 0L PR 9 5 L A 8 28 PE R A% 1910, Gao 1)
ip 20 mg/kg B B BT TROK i 20 ik P 256 P K
3 d BB RI, TR R LOC102555978/
miR-3584-5p/NLRP3 4, LOC102555978 FL{%# ]
miR-3584-5p, i miR-3584-5p FEL#:4L [ NLRP3,
FHNR AN AT, AR A SORE RS 5KAG
U2 ip 20 mg/kg B B FHHE T K i o 3 ik P ZE
VEVERER 24 h BRI, 5 H @ i
Caspase-1 /- & MAET IR A MM NLRP3 4P/
KIEAL, PR IL-1B. IL-18 [RIE, BRRAIE [N
AN A A T Z22A S5 E A 30 umol/L 35

EHETFHARERFREME (U251MG) 3 d 11
WEF R, P @ BT-1 3R A BH W
NLRP3/Caspase-1 #iEiHE, LAREERAHAEH TNF-a.
IL-1B+ IL-6+ IL-18 (7K1, Jakdf 28 Sik Jse S A0 4 it 17
T2, REMRNAAE R, £HEHEMYER S mg/L &
B T T 2 T 20 B SN | K BB, 2 iv
T P 204 B Jik 2 4 v g2 S K i H 3 Rk AR R P E
KBRS d FFE R I, B H 1 ] @ #01) NLRP3/
Caspase-1 " FHIEHANRET IR, BMESLIA
L B SRE R 7K, I8 i st T P R 40345
AR 2 T REBRAT 1T 7
1.3 R/ RZAAE M2 1RAL

oG St I P Y ML RN TR 4R M = S R
IR P IEN R, IEA SR, i
PR/ AL M2 WAk, T 2 A5 K14
Wh, FEAI BE 9RE S SLANHIHI] M1 AR ALUST, Li £ 06lip
40 mg/kg T B FHF T TR B 14 K i 20 ik P 2 K BR
14d FIWFFE R I, 351 F A T id i os T S A
PRI YIEOE SZ 4K v (PPARY) 13 Sl R4 M1 %
MHbREY (CD86. iNOS) FIE K 4N F (TNF-
o IL-1B. IL-6) [k, Hhn M2 KibrEY)
(CD206. Arg-1. YMI1/2) FHL 240 EF IL-10.
HALAE KRB (TGF-B) KR, ] M1 ARAbIH:
it M2 WAk, IR A AR, 0 T 4 /N i A
TR, BB IAE. Li Z07ig40. 80 mg/kg ¥
B T T M A 2R OB 15 d I T B, 3
BB EE IR RS E A (AMPK) B
P AL AN FE M R (mTOR) FIEREA 5 A
T-la (HIF-1o0) WIERIE, Wb WERE MR (2 %15
5, BHBT/INEE A M1 FAL, fRiEHT 4 M2 KA,
VAN T AH L M2 B Ak AZE /N AR SEAA S
1.4 #REHNEIREASES A2 (PLA2) G4A HIRIE

PLA2G4A J&— P e e N e, oG ik L P
HEXEFHMBANEGEFKRFRFA &, #E
PLA2G4A, BEimi AR R, FEmOR SAeE DY
IR, EEMER (COX) FMgEM (LOX) &%
KU AR R . A =IGSERRE T, IR 2RE R
M81, Zhu Z509ig 25F 10~100 mg/kg B e HH T
TR A0 F 2 fok SEL 2 2 78 ST F i i I, P 9 45 45 K
B3 d BB FC A I, RS TR [l 0] PLA2G4A
(Ri5, B L COX-2. 184 DU BRI RE I,
TRARPREE JEIE SN, FRIRAR P REVE AR 1) IR S0E
RV o
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2 BERSNRHRN
2.1 HUERZETFLAER 2 #HXEF /M RmMEEs-
1 (Nrf2/HO-1) 5E@%

Nrf2/HO-1 38 2% 42 40 B S A0 SR A% o
ARG, TWALIE T K 0 B ot e A K s
PE4 (ROS), KA (MDA) 724, BERE
PR A0 L ) S AL 451200, Xiao &52Uig 28, 56 mg/kg
TR F ORI Bk A ZE PR REVE KRR 24 h 1)
WS R B, 35 1 @ 0 Nrf2 {5 538 B e gk 4L
A, BETERAMIA ROS KF, BEARKREFEA
FURFR 2 ThRE GBI 7 Zhang S522lip 20 mg/kg ¥
B TR A+ 2 ik P 2 2 S ) st o A i 2 o
KB 3 d BIWFFCRIE, B8 I8 0% Nrf2/HO-
1 15 5B EEHNH| NFxB NS OE 500, RS
TP & (A B E B Sk 4 (GPX4) .
SLCTA11, RS =R % L, PABH IR
TCRRAETS, I8/ o5 A T I i o B i, FAAIG
P22 T e SR AVE 2 AR SE AR . F875 53 ip 30
mg/kg BB FEF TIOR3 ik P41 28 g 3 Fr it af 4
Pl A5 R R 3 d 7T R B, B TS F A A
Nrf2/HO-1 15 5@ B 2 iy | A Bk i (SOD)
PG, FES MDA [R7KF, JRE 22 2 AL
Bath, ARG T . 2R NEERYig 20,
40. 80 mg/kg H 1 HHF - TRUK i b 20 ik A 28
B PEmE 25 R 7 d IBFIT R I, BT PR AT
TE I F A B SE BEBOE 2Ry HEEUERE T-1a
(PGC-1a) /Nrf2 {5518 2 IE A N IOR A, $2m
SOD. At H kit A YEE (GSH-Px) [13RIAFI %
ik MDA 31k, 42 P& 2 230 AP -

2.2 HUE Nrf2/Keapl (55188

Keapl #& Nrf2 yEVER)FZE MR FE T, Nrf2/
Keapl 15 5L )G, Nrf2 A Keapl & &4 fi#
&, A B ARZ A, oS IR R HO-1. NQO1
FIK, BRI ER I FFREE A TR U ROS, ke %
LU M), Yang 26P2ME ] 164 32+ 64 umol/L
TS R TR B R <5 B A A0 B I PR v R A
R 5 B T JRE s 4 P, 24 h B 98 R B, 1S FR A R
WL HE Nrf2/Keapl i@ % Eil] SOD2 1 SOD3
mRNA Rk, IR EASE, W5 EE T - Wang
50RTig 20 mg/kg ¥ EE FEF T TR b 20 ik A 2E
ST SR PR AR KRR 3 d RIS R I, R
AL IE IO P62 IR IAEUE Keapl/Nrf2 i@, FEK
i ZH 434 Fe*. MDA A1 LPO /K°F, #2 GSH Al

GPX4 7K, PR 240 M 1)k A0 T2 R i 1 23453475
23 T c-Jun |EKRIHHE/p38 LHFFNE
HiEs (JNK/p38 MAPK) 5SiBIRAVENL

JNK. p38 MAPK /& MAPK KR 51, J& T
PSS B R, A R A R I R R v A
T SOD. HEMEAR (CAT) ZEHUE LG,
[F N2 NADPH %8 4L 2 (NOX2) FKikFl ROS
P, N SR B N 28], FATT S g 70 mg/kg
TS R T TR 20 ik e N\ 2 A v J ST S 1 A A
R 12 AMHF R R, HEF @S T
INK/p38 MAPK 15 518 B [ 15 AL PR LIS MDA
ROS. #& TR A REILEE (NSE) A1 S1008 1
K, $E5E SOD. CAT /K, kMBI 240 L 1)
JRERAAS . E DO A 10 pmol/L ¥ B FH T
PC12. SH-SYSY 4HAu%ALNBREAL 4 h FIWFTEK
P, FHEH R H] p38 MAPK {5 518 B (1975
15 BRK ROS (74, PR 4l R S AL 124
3 HiHIfRE AR BB AT
3.1 BUBHAEELALEZ 3-HES/ERAE B (PI3K/
Akt) ESIBE

PI3K/AKt 15 5 18 % 1) 775 Ak P 38 5 17 2 28 s 1k
ST, R4 -3 (Caspase-3). B 4/
MEYR-2 (Bel-2) Mok X K (Bax) Mg, {2
BRI TS Bel-2. Bel-xL 26k, YA i e 1L P8
S A2 A0 TR, XERIZEB2MEH] 0.4 0.6-
0.8 pmol/L 5 1< H H -1l Ho0, 755 PC12 4 ffa 1) it
FURIL, T B H I I S PI3K/AKt 15 518 2% 11
p-PI3K il p-Akt 5 13814, [#fik Caspase-3. Bax &
ik, B Bel-2 ®ik, #E—PREHASHBRMAT.
3.2 {Ii#) INK 5518

INK {5 51 % n] @ ik #0161 Bel-2/Bel-xL Huif T
Dhee BERR AL Bim (2 H LA B4 b4, {2 Bax/
Bak SEFAL, RIFERAZBFTIRGE, MEMPE
AN T3, Yu 25B9g 40 mg/kg SRR
o HP ) ok P R KRR 7, RILEE I @
FNH] INK 4 FR A B INK/Bid 38 B 80E, /b Bid
TR, H0#)] Caspase-3/9 1Eik, MK C
(CytC) BEUA Apaf-1 3Rk, HHILPIAT T RE,
PR TEITS, (R 2H Y. Yang 25260 50 & B
FETE AL IE M H] INK 3B PG Bax/ Bel-2 tb
B, FRERanfaiToe, ) BRI o4 M T
3.3 ¥ AMPK/mTOR 15 5B

AMPK. 7E o dif I P E 3 4 v AL ) mTOR %
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PE, @i ULK1 BERRAG A Sh R4 1 E g, TS BR324
LRMIAA, Ik PO T 3 RO RS LT T, B 5
Caspase-3/9 7 14, {2 3E i 2 41 Hg 7 7-13%] . Hao 2 13%lig
25. 50+ 100 mg/kg % B T i 7 3 ik P 2E K
3 d, RIEE T H I B0E AMPK/mTOR 18 %
THBEWAREYIMEMECER 1 B8 3-11 (LC3-
ID. Beclin-1) Jf1 p62 1%, Wbt AW, T
R85 A (Bax. CytC. cleaved Caspase-3) FKiX,
FIAPATEA (Bel-2) FRik, BHBZRARE &
7, RIPHZTT. SKIAPMEH 100 pmol/L 3 ¥
T T S BhopE 2 A2 S0 HT22 40 7 d (I 78 R B
T ANE L 4% AMPK/DDIT4/mTOR {55
PRI SRALAAR WV P, 415 Beclinl - LC3II/LC3I 1
KK, F#K p62 BRI, DIEmAmfEiE.
3.4 %5 LC3/mTOR BHMEE IR

LC3/mTOR [ Wit 18 2% 72 4 22 40 ff S0k i ifn. 7
VB (0 B Y YRR R L, I8V R 2 A
M 28 AR (A R R RN A AR RS, B4 i
B W, PIH N TER TR R, AR e A e TR,
Zhang ZEPMF 5T KB, ip 10 mg/kg 35 6 AT Fif
FRI/NE 3 d, ECHHE @ B LC3. Beclinl
(IRIE[EM% Caspase-3. p62. mTOR HIKIL, HB3FH
FEARBRIMI %% TUNEL M08, 46/l S i A
AR L DI REE A VR4 . SEAEEEig 40 mg/kg ¥
B T 0K+ 2 ik P 2 S ) o 2 i 2R o
KB 3d BWFFE R, S E @ FiE LC3 1
FIEA Y mTOR [FFRIATT LC3/mTOR H K@
%, 4k Caspase-3 ik, W/ DAL T:, FFIK
ik AR A1 Longa ¥F57 o
3.5 EIEATHEHXERNRIA

Du ZUIHFFE R I, 100 pmol/L i F& H 4 nl i
AR TG B R E R A T E AR T
FHF (AIF) #l Bax ik, $INHHT-HEH Bel-2
RIE, Wb Caspase-3 WiiG, W3 PHRERERIF R
A PCI2 4T, Hiti*?lig 10 mg/kg ¥ H T
TR R L AeiE T R B kAR ZE KRR 12 h (9w
FRIL, PR AT A R T E Caspase-
3/9 Fik, EREFET-EA Bel-2 B2k, DA
CRAMBRIRI T, DA Ao 4 254 R 25 Th R B A5
3.6 RHELHEE A (PKA) EAFRE

PKA 2 21 At P4 2 B2 1) 22 R R/ 75 R R A 1 g
1R 2 S5 AT I PR T AR 1 Rk R R O T A
TGRS IR G R I P E Y SR AR T, Yu

Z:Wip 20 mg/kg 1 T FIUIN R O P A A
KR 24 h FIWFFC I, BRI IEE Y N PKA &
H AR I TS = A 4 PR T, PRI
Bax/Bel-2 LU AT NIED FIEEZEARFR L - Xue
25Wlip 25 pmol/L ¥ 15 H - TR AR K B 2 o 4o
2270 3 h BRI, 3B B E0E PKA/CREB
AR LA PKA HIRIE, ERrZe bR i, I8
/I ROS 774, $# Caspase-3 WAk #4 GH T,
VR Ao 20 T 2T 248 T 24 AR 2 4 P T 3
4 FETHERS
4.1 TIEHBHERZMA (CaSR) MIFRIK

CaSR & —FiEA 7 RESIELE R (140 i R 1H 52
M, R BEGNGH MM B IR B AR AL, FRE 2
5B SEES, RS A 2 m RIS,
AR B AR, WOE /AN EA, AR I i 5
R, InE s ZEH10, Du 64 ip 20 mg/kg 3
B R T TR b 0 fok P 2 FRETE KRR 24 h (A
FORDL, TR B i CaSR Rk H0HIE5 A
TREEBE, Y2 4 2 i PE1%, CaSR #3h
FURTHEIH PR B R 1) RS . AR 4 Wip 20
mg/kg B R TIOR3 ik P 2E 5 7 g i i
FREEVER KR 24 h BB R I, SR HEE T
i CaSR [WZRIAFAT Fif Caspase-3 ¥, #—»
AR T I R AEAR R, B M2 ThRE .
4.2 HIHZRWZAE (RyR) BIFRIA

RyR & 4l P25 PR GBI , 78 i e 10 P 45
i 2 5 R A0 N SRR AP, I FERIA T 5L
LRRARASERER, TR A, INE A
AR 15148, Chen Z5M™ip 20 mg/kg ¥ r< FHH T il
K K B ZE KB, 25 d (AF T R B, TS PRI
I RyR HIZRIAPEAC P Ca> B8, IR
AR Z AT A BRI (Sre) ik, FHIE GRK2.
CaMKII B§fR{L, FHIE Ca2tdb NZbifA, HEmyRH1E
B R A A B T
5 (Rt ALAES
5.1 REHEMER K

M A K R T (VEGF) A& 53 88002 I 5 T Bl
[RIF, ] {5 M e P VB I i A I 3 FE A, 348
R IR S A = i1 Al 1 v Pl U 2 19
A FE ZEAARAR 0], Shi 2505Vip 10, 20, 40 mg/kg ¥ 1%
HH - Tz ity K i R Bl ik P 28 KRR 14 d IIBIFSE K
B, BETEH SIS PI3K/Akt/mTOR/VEGF %, L
W VEGF 131K, 38 i ifi & 122 DX 3l 16 A 25 15
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BT 57 200 R A P Al ) 7 i, (R L A AR
B AR T RERE » Ou 250152)ip 14, 28. 56 mg/kg
TR FEF T TIOR3l ik P K BR 7 d I S0
TR I S DU BRAE B R R (SIRT) 7/
VEGFA 15538 #% _F il VEGFA ik, &A1 N
MAEFREY) CD31 [k, ek ifn 3 Py iz 40 3 5E
AL AR R, 3 25 BRI O SRR AR AR L 1T i 3 e
HIE R D B BRI 4
52 RHEAMBZELE

PPARY /& — P LS (G S R 7, EBEAE R
JEAE S X RS, s R A KR T R
Notch {5 5 IHH . % Wnt/B-catenin JHEE, it
SR, RSNk P S M A H B 53,
Ding %504%ip 20 mg/kg ¥ B H TR i 2 2l ik P
FEFETE R 7 d RFFER L, R AT E I i
i PPARy 8 #% It A Ui i 5 M p 2E FR IR T
(BDNF) /PI3K/Akt/mTOR i ¥ {1351k, (et ik
A, PRAEHETS DG X AT 40 i 2 A AT A5 4
M. R JCRTAR I A, BN T B AR )
SYN. PSD95 Fl MAP-2 [J3RiA, MEGHEMHL I fllK
YA, DARHRANE Th RSS2 R BB AR AR . Li
LU FIESE, 35 i H @ EGE PPARy (55
AR R AL, ARAE M2 /N5 20 A/ L 4
43, BDNF. Jifi 5 2 FE2E K B 7-1 (IGF-1) 1 VEGF
HAMKIE, RFMEAR, R EHLUEE .
5.3 & Wnt/p-catenin {5 S 181§

Wnt/B-catenin & 5@ S 5MAEIRE S, 7]
(R TN MO TE, R eh 2 IS B, I
B, NN R A A R R B R AT
HIVE T 58 550551, 08 1 25 0ig 10 mg/kg ¥ 1 T
TR o 50 Jok BEL 2 o - 1 i e i S BRL 7 L PR TS R
B, MEEHHEE Wnat/B-catenin {5 5@, i
Wnt3a. Wnt7b. B-catenin & KL, Tl GSK3p
Tk, (R TR GE, Mk aH e S,
BIAFZLig 10, 20, 50 mg/kg 7% 18 H A T A
R Bl ik P ST R i I A KRR 7 d IR
W, EEHHEE Wnat/B-catenin {5 5@, i
Wnt3a. B-catenin Al BDNF ik, s Ek il f5iE M
AE 71, DAMRFEAR PR hs-CRP S-100B 7K°F, ks
ML Z D)ReVE S, (EEEMATIRRE S .
6 MEIAT NK 4paThaE

NK 20250 K s dipe, HAXNEGMSE, o
FAEEBRMMEEER, BOSSET ISR, UK

PREL, s /N RN, & 2 B
WREATT e ThRE, (EEHIR FF R, fefip
ZBER TR, WERMEHRHPY. Zou g
20 mg/kg B B F T TIOR3y ik P 25 P K B
3d BRFCRIL, PR @] R i - Ak -
U 1 SR 0 P L 75 | A ) 47 B S
W S BT L3 N 4T i, ol A dgfe 453495
FPERR AR E o AR5 A5 0ip 40 mg/kg 5 1% H 7
TR = 50 ik P 2 8 ST i R I K B 24 he 1IF
FURI, e T NK 20 DhRERE in NK
MO ECR AT, SO I Bk L5 SN A S ], K
FEMZARYER . Li Z00ig 20, 40 mg/kg #% 1 H4F
T TR Bk A1 ZE K BR 24 h (IR0 R I, FE IS H
HIE LM STAT3/CCL2 15 5 i@EE#IH| CCL2 (F
RPN E) RIE, > NK 4 7Es:
LG DX I RS Ak, H0] N & i di I e 28 76 17
B R, 98> NK 207 A2 4 AT TFN=y,
RAFAEARTEF
7 {RIPMANGFRE

AL o ot A2 HH X R 22 (R P 254, i R 1
T B B R, A, I SERE A
JRAZ ARG A Jl LR T o 5 o [ 65 i e I, B
VA 00, A 455 0lip 20 mg/kg B
T TRZ ARV 8 T K B ik BH ZE P KRR 3 d
BRI, FERHEES LR R R EEEN
claudin-5 FNELFZEHER A B-catenin FKIA LLR ML
i o 6 s R, YRR K 98D 2 TR TR
B BREEZEOip 20, 40. 100 mg/kg 16 FHH T
LR AR IR ST K Bl ik P ZE R BR 2 A R 9
FHICHTFEE N1 Sema3E/PlexinD1 il Sema4D/
PlexinB 1 38 #9520 PN i 441 o 453473 60 26 AR L fig o 5 1)
WiEN, REMERTIER.
8 PHLEREHEERIL Tau FUFRER

ik P EVE JS , Tau ZRATEZ ML RESR
WA, DhReiek, RN, filk
PREH 2R — 250 BEARALIOST, - Shi £5%lip 20 mg/kg
BEE FH T TIOR3 ik P 2 P KRR 7 d it
FORI, FEHF AL EE SIRT1/Mapt {5 518
FEZHE SIRT1. Mapt & HIRIE, Jkb 7 R
Tau FIFA %R, DAVS/D i A58 A0 T AR FH L0 4 28 T R
9 RERAXIK B

v 5t 1T 57 50 P AR S (R 52 R 1 1ONKCC D)
Fis EFE, AVP [FREEGIN, P i R0t s i 1
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AHPMEEVE KR, I E N A S B, 3 L T

RERRAT, TRl sh oL P 452 477167) . Shen S5181ip 20

mg/kg BB TR A sl Bk P ZE K 210 min

BEFUKEL, 3R I 0] T il NKCC1/AVP

57 Il AR NKCC RIA AR AVP KT, [

RAGNEMLE, IR REIR, PR T RERE

TG AN AE SEAR AR o

10 4518
R B AR AR H A R MR A

PRSP e 2 4H M T TR AS |

R HZUEE . BT NK HfEThee. (R

M BE R . BELLE SR B R AR AL Tau HIR R SR K

2R R Z2IRAR R I Tk sl L P B4 R A

P e SR v R 3 o st L P VA 0

7 LA MBS 3, AE NRBIFE R BLIL

BEAT I I PRI FUREAT S0 IE . 30 FR A B i b

L5 VA 451475 24 BRAE o B 22 SR G K 2 TR 5% R

PRI, ShZ RGEMEPOY. 2R

FIEAERRZER, HKPHRGIKAR. ARKX

R RE— RS o AR FTR A ) TR B AL

AR A JRBR, AL RGBT T

AT B BRI G IRTT T 58, T HImIR

I FH FRORS AEVE RN AT SE 1 . 380 2 2 R A8 S Rl A4

AR HTHE S BB A DR 2 ORI 25 W 1) e

A, ISR I PR REE SO R £ iR T S R e B

FBEHAR PARVEHSFAREGEA BT R

SE 3k

[11 R&efe, D20, S0, ST sk i An i v 45 06
S Ba HLE BT SR ()], 255 Sk S, 2014,
32(6): 401-404.

[2] EB, FKAE, RN, & SRS AR L
MR 9], P S BO AR E, 2023, 40(2):
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