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ASRBIF Rgl ( Ginsenoside—Rgl, G-Rgl ) A DU =ik
KUY, BAZS = LHFASRBAM N FLEEER T Z—.
HA MG S LA FAELR . g n] 8PE . 1R
iedz I M. RNV A RIEY] G-Rel XbO L
PRI E R
1 AZE¥H Rgl WHEETHRGOINHMERIPIER

T E TR 0 R R R RS T R E A, R
FER e E TSR B o IR B Ko AR SO e A, dn]
oy e b W, RAESMEONEERE, HEEE. Kt
SRR S IV T A T O WURE BE Y 1 A P AR,
TR Bl JK S P B HE T A . R A R R A
B IS 52 U 3R A 0 e K R A o i i PRV FE A% (ischemia
reperfusion injury, IRI) J&JR¥lAFREA S, A] 5240w i
PiEsers, R A Y 2 B A 2
BAERER DN 0 LB TR, LI RE . USRI A
A o T R P 3 1 L WA S 1 V) VAN R R i ) 1
PG N o B, PFRE I 0 2 R et SR 45 I H
i 52 SN E A

Zhu 55 PVORIT R, e AR /SR K RO LAl
L, G-Rgl i3 34 I S Ak Py s Al i, ol 2 1 S 2 4 il
AP Ca™ B EE, B BB AL MAERF AN Ca™ RS .
Wei % B 58 R, G-Rgl I A FlCo 25 30 A48 AR L
PRAZ T 20 1 S AR X S O LB RE . 5K PR B3 45 7 BRI AIE
W, G-Rgl iyl /N RO WU SR 1 FR L B A BE IX 31 2%
AR R It A 2 B B O LR A — AL BRIk BB T RCR o
Wang 45 *HF 57 @R, G-Rgl .0 LA PE 5 G Jm 30 LA

2 e (AR A i 4R Y VR 35 i B D R I RS A A T
B2 0 VRS, JE A N di i — 28 oAk, I P
2 1) P2 AR A T S H 216 A I AR DA i vk
. Zhang % "TBFSE RN, B/ S AHTEOR BLO LA
G-Rg 1 ] 7O LA ML A4 F e Fn i o, 84580 LA A7 BE

2 ASEFRgI WBEFRGERENBEXRBGEF
B8 T ML

G BRI Kk Z AL, KR BE S ST
(Hypoxia Inducible Factor—1, HIF-1) X}ixX S35 K 115
SR B RSB EEEN . HIF-1 fEM AL s h iz
Tk, WHARKWRSHTERESEEN, BEA R
MR .

HIF-1 2 5 08 R4k, doo Al B PS5 20 00
WAL, HIF-1B fa@ ik, SLAER LT AT
o ZZHCE O EE A HIF-1 o 236 P &, HIF-1a f£
B AR B RN R A W R AR, A R PR AL (prolyl
hydroxylase, PHD ) 2L 5 BEfF, AERFfERoK .
SAGERNECT , 2RI R W 5 A% 2 B A, ATP JE LD,
T L P B B ) 3 40 35 1 4 (reactive oxygen species,
ROS) il PHD 5 44%, fff HIF-1 « & ARSI, HIF-
la 5 HIF-18 REWM ST —BIK, B FHTHEM,
PR g Rk . BRI M RS R B HIF-1 o T
5 T A A 1 R A RS S N, X e I TR
it .

HIF-1 5.0 M4 R G R ML iy ' fe
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NS/ O N N1 7 O 1 7 8 (1A g & e
o S ) DO 2T 0 LN 2T AT R A I 5 I N R A
A ( vascular endothelial growth factor, VEGF ) JEfR 5
(P B Stk 22 2D, 5 0N B A 2% o 1 R S v A AR
AR PN R A0 A A, R A ) B R T A bR
HREM 1 (glucose transporter—1, GLUT-1 VAE B ) AT 3
WEEE A, W5 ML BE AR A 75 225 21 R 405 1 heme
oxygenase—1, HO-1) AJMEfL MM LT R =A%+ . R
LM —F Ak, BEA T 2 Ik B B 055 A B Ak 1Y B i B
KIg. HARST®SHE0WERBERENML. 5k
fe AT OGS 1 R ML G, PR SRR BT =35 - B
107 4 G O (1= 0= 1 /A 1 W (1WA R -
T i A A LA, S A B AR R
% 1 (endothelins, ET-1 )2 Ifil 8 1% M ik , &k 3
AL LA R B A 1 SR A P B ) T A2 P 0 s 5 S R —
H A AT (inducible nitric oxide synthase, iNos ) HJ
A E IR AR AL, DARRIRIMAE, B e LA
AL o

5% % W] HIF-1 o A58 38 MAPK {5 53 % il PI3K/
Akt {5 Sl % " R TN T, Leung 2 A
FEFRW, G-Rgl AT LI i PI3K/Akt 5 5 18 % b HIF-
Lo NI ERER VEGE 75 A Ik P9 Rz 4 A v i) 2 35 LA
i HE A AR . Yin 2 " FSE BT, G-Rgl T LA
i PI3K/Akt {5 = 3 i A ) p38 MAPK 55 i %, i
VEGF 78 K B0 LY 4 26 15 DA F 1f 45 A i . Wang % 1)
WF5E £, G-Rgl T il i Akt {55 @ B% - HIF-1 o #0
/N — P B2 4 BEAS B2 7 CD31 B 33K A/ K BRe AL
TEFETE AR . e LBk i PR B L R, 6T G-Rgl
TP HIF-1 FRIXMHLRIAR 782 T, X2 EHA PR A AN
Jila) .
3 WRMEHSBEETRGNEKR

M M N (endoplasmic reticulum stress, ERS)
S G, ERS S50 M 0 A0 Sl Ik o A A
Ak Bt PO IR O LA K R0 1 IR AR O, FE
T TSR hBE . ATP FEME . 5 48 A A R AR
[ B gk 1l 5 40 JS i L A S B R B =, KA
B 7= A e Ca®™ RSB IR ¥ ol 5|k 4 R I ) AR B A, fi
& ERS. I& £ ERS 2R 4 M O ML, ] A 2 P 5 )
Qb PR AT S AR T S R SRR, R AR E
ERS AT 5 4 MIAE 1=, FEARRME R AT, ERS HE
AN TR A5 530 6 R A 7 SRS, BE =2 A A AR A
/4505 40 L B R0 . AR K ERS B LA A, ERS AT
I3k 3 R RITE / RITRE NN N E R K
RIS E AN (unfolded protein response, UPR);
it 22 338 0 1T J5 28 VY 5 ) B A A 9 11 Y B ) 5 £
JZ W, (ER overload response, EOR); LA ER R I [
25 T D I 2 EK S o

UPR J&4r % ERS B\ EME S5 HLH . B 1A rIE
Wi EHENRNEARS FHESEBNSS, £
EA LT LS H A B AT E A 25 W GRP78 (glucose
regulatory protein 78kD ). GRP94 5§ ; 4525 & 1148 4n 4+
B T (cal reticulin, CRT )% ; 8 AT & B2 a0 9 i

BRI (endoplasmic reticulum oxidoreductin—1,
ERO-1) % ; HAbfn HO-1 %, IEH LT, GRP78 553
Folr P Jo o0 25 SRR 1T, BIDEE DU R OFE N BT ( protein
kinase R-like ER kinase, PERK ). 1H4ib%# %K T 6 (the
activating transcription factor 6, ATF6 ) RIS TR i 1
(‘inositol requiring enzyme 1, IRE1 ) FHEE S . ERSHF, N
A KEA AT BEAYS GRPIS EAL S, M3 M
PSIEE S GRP78 S RS, M MIBGE RS E A, fil %k
UPR,

— L ERS SN A R A 20 R R AW 1L WS 2
GRP94 ¥ A] i ATF6 Fl HIF-1 i G %15 ' 7 Hoep iy
MARIFEE 1 ARV, o WHEH HIF-1 %53 £E
U B W3 ERS ik 1, uas PO RS R B, K
SUDWUEEAE 5, R Z 884 T EPO M SF96 YT, N 28 i i o
Wk WL BE ERS, H0H CCAATY 3 38 1 25 & & (1 [7) i &
1 ( CCAAT/enhancer—binding protein—homologous protein,
CHOP) i Fik A Ry (55 m Ry iL,
L UIRE. T HIF-1 5 EPO B P RIE X R .
it HIF=1 F1 ERS AH ¢ PR V5 Sy 408 Jmy 08 e 4 e 1l 3 3k 1)
PP PERE I Z [ A T AE B R RS, 2 AF ST uE
G-Rgl g FH HIF-1 o (335, i H R0 LI R
TEH . {0 G-Rgl 5.0 LA ERS HIOGIE A T 3= FIS2 0
H A AR E .

Luo 5 P WF5E & B, G-Rgl uf 410 i H B % S 19
KEEE AR A R (PC12) FAEma g sk &
JoT R A R AR T, YR AN M A AR e . i
MeAE I XY, B, WA HREER
oo WU, G L T ERS S i FEEE, W1/ RS
M ad B ERS, Bl 82 9 5T A O 98 T AR O LR 97 AR
Ho Yeh 5 PUHILL I, BATAWERE 1 (HL-1) 4
JiL 22 ASEAEL 1 0 o JOL A I A 0 TR 45 VR S T R LA
BF, 5 AMPK {5 538 #% /9 3% 16 o7 90 ERS AL HR
e i A1 & & RN UPR 000 L 41 A 1 58 S 98 1
fie 1 W 0 P TS W . Miyazaki % DU HFgE K BT, M
BB A AL /N B, CHOP 35 [ Bk B /0 B AT bt fe P
WA S WA ERS A 5 19 CHOP i T2 3 % 51 2 1
O LA LR G M2 8 T2 . Chen 25 ™V BF 5% & 30 ik il J5 4b
e (Ischemic postconditioning, I-postC ) Jz& i 1 1l il
ERS 4589 CHOP i T 38 % 35 21 % K Bl LAY O/ 3 4
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P YER . Tsodono % P HFIE KB, PN I 5 43 T i
B B e B R AN A5 1 (prostatic androgen repressed
message—1, PARM-1) Al 04 /& i He 44 .00 W 95 22 B0
KRB MEE R . 23 o3 PERK R ATF6 f3Kik, il
il CHOP 2 3k & 2 4.0 WU AH ML 9 7E 1 . DA B F 90 42
N, KT G-Regl SN ERS A i B R A2, 7] M
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