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Recent advances on pharmacological effect and safety of Ampelopsis grossedentata

ZHAO Chuncao,ZENG Jia(Shanghai Institute for Biomedical and Pharmaceutical Technologies/NHC Key Lab of
Reproduction Regulation/Shanghai Engineer and Technology Research Center of Reproductive Health Drug and
Devices, Shanghai 200032, China)

ABSTRACT Ampelopsis grossedentata as a traditional medicinal plant, has many pharmacological effects. Pharmacological
effects and possible mechanisms are summarized in this paper based on the research progress of A. grossedentata at home and
abroad in recent years, involving digestive system (treating liver injury and improving intestinal flora imbalance) , endocrine
system (treating hyperglycemia, hyperlipidemia and hyperuricemia) , cardiovascular system (treating hypertension, vascular injury,
myocardial ischemia-reperfusion injury and myocardial hypertrophy) , immune system (anti-inflammatory and anti-tumor) and
nervous system (adjuvant treatment for chronic degenerative diseases). By summarizing the animal acute toxicity test, long-term
toxicity test and cell test results of 4. grossedentata in the literature, it is confirmed that its safety is good.
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PR HAILE , % B AGTF figa i 1 il -2 4 1k RO
2l v i Ak A K K F B (transforming growth factor-3,
TGF-B) 1y ik Feik , M0 il A2 0R 40 i (hepatic stellate
cells, HSCs) FY U , 328 17 BELIWT JH-T 4E A0 1Y % i, (i JHF2H
BUIRNE S A3 A A5 W] el i% . [RIE, i AT BA L
W58 T AGTF X} CCLE 2 M FF 03 i 4 VE T, & 3R
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X Z A o 55 A0S AT R 2 OB AEALE . 3 A EoR
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HLA &b 7830 97 2 BUBE JR 94 (diabetes mellitus type 2,
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i S A=, Il e [ A T TS & S R TR e
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N FESE p53, Caspase-3,Bax \PI3K \Akt-1,Bcl-2 ,MRP-2
DL 1% P4 (reactive oxygen species, ROS )45,

1.5 RTHARFER

e 25 T LA i i L2518 -O- H 3L 5 RS 1 (catechol -
O-methyltransferase, COMT) FI{RA 2 LB HE 1 25 7T 2 Ff
BIL I X5 A1 4 #9%5 (Parkinson” s disease, PD) | B /R 7k ¥ 2k
5 (Alzheimer disease, AD) %5 #1 48 22 G5 i L it B VB IT
PR, COMT J& JL 2% W i 2 356 ot R 245 A3 1 O
W F, S50 2 LULAS B R 259 5L At
0 COMT TEE r] LA R i ) LS B2 25 ) 0 B it
RN, BT 208 11227 ™ B2 B Tk
ZXT COMT (14 3541 1 4 FH RIUXT 408 48 1 245 245 ) 2 R 114
IV BE , 2 B A5 5 o 2 [ 25 4k 5 W 3 4 COMT
FEIU 0 b A5 i AR T 2R B0 IV B2 (median
inhibitory concentration, ICs) ££ 0.96~42.47 pmol/L Z
[, He g g 22 3] COMT B3B8 4 L 1Cs Ay 2.33
pg/mL™ R IRT AR B A W R R A T ORI
MHATE B X, WEEATKT PD AD %12 MR 1T 50
A4 BRI TR FHRAL T .

RZ22# NN PD & —Fh 2 [ i Re i 2o oo P9
St T R A T A U 5T DMLY AR 2 T R A
270, A BAEPDIRYT TR EZA/EMH . Ren 5 IRE T
DMY 1 PD /) AR i T FE IR 7 (L, 2 B DM fiE
TR 1-H 42 K11, 2, 3, 6- DU A BE (1-methyl-4-
phenyl-1, 2, 3, 6-tetrahydropyridine , MPTP) i 5 A9 /)N iR,
17 BRI 22 U e e 28O0 B 5 A1, DMY LA & i
Fisf [ 0 1 e hn 1 AR D5 N i 5K il 38 (glycogen
synthase kinase-38, GSK-3B) M B R fk. , $&/n H Al fig 5
DMY /57 1 2 ELRERE IR 2o AV E A G

A R, DMY I8 F] LU D-2F FURHE S
P2 20 L T, R R TR ES 20 4 [ R AZ B R 2 T R 8
5,76 AD a7 R SR 2T i E T
2 BEMLTLl

JEE 2 I Dy SR AR, Z2AE e R IO FH 28 56 R A0k
SCHEA B 02 ot BRI i — 2 Bl i
VBT e A o BORE A AR e 25 B o TR B
X/ BREEAT SR FE R S, S 1 R R = A 5 g/kg
IF, /N BRATD R 7 A B S R SO0, T P 24 I 2 4
RAFo BB SIS TP 7 e A6 R BRI I 1
P, ARl 1.6 g/kg HE H 4525 12 ], 4R E W], REUY
FENEAF A UL 5 25 R PR AE OC A B S AR, UERH )T
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FEHEARTEMER/IN WG IR F 2 4 o AL = S B
i 22 g/kg XK BRIE B HEASKAEY 90 d 5 , 5 IEH X IR
H(LAZEIR/KE B )AL, G KB 8 B 55
A E A LU R LS R A, R RS KSR
4, JEBREAE RS T eI M LS DMY Il R H
AIT7 245 W IR X N TE 86 I L 240 B384 B 4 52 ), % BT
RO AR B 41 i HEK-293 FT 40 i L-02 (1) 1Cs0 43 31 K
7.4.7.7 pg/mL, 1fif DMY X _E & 2 F 40 i 19 1Cs 23531
475.3.324.8 wg/mL, UEBH DMY X} A IE 3 T B 20 it i 22
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3 REE5RE

FERIHHAL R GE NI R G VDL R GE RPER
5 RV 28 22 0 55 7 THT AR EL A A [ /2 B2 () F B S5
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PO A2 TGF-B 1k 22 38 R B 1 e 16 fb 25 1
T -FF X 2R o {5 5 S S B 5 R A A 4 P 32 2 S
iU T2DM AR I 5 B Uy s o7 A 45 Akt
I [ T OCBHEBRL A A IR AR S s [ L SR VR R
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25 BTG PRI 5T A R R 5 , %o HLAE FH AL 51 7
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5, FUAH G 24 BRAE R 5% 22 40 1 40 22 18 I PR T
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