- AWER -

Monograph on Pharmaceutical Industry

¥ & % b

China Pharmaceuticals

2021 48 J 20 H 55 30 45 16 ]
Vol. 30, No. 16, August 20,2021

doi:10. 3969 /j. issn. 1006 —4931.2021. 16. 001

RERDYPREBRENENSEMGEFERRR

(LiETEAARERGAA, L& 200233)

HE. B #—FARFFLRSDRED R TR & ALK, AR P B8R £ 4 R 69 A B 2h B B AT 54T B a0
R RERB P BB K R TR Sy B A — 6 SR A BT A RSN IR RN LR B — R e R R R A A B4R
P RTER RANFHRETR LI AARIRBY TR RED RO FRARE TR S AR ET 28 A IR Fef
FARE-By R KM 8 % ik — 7 694k R 52 B A I R BT T
RIS REB B 0 SN

FE 525 :R932;R285. 5 MEKAREG A
Research Progress of Toxicity and Pharmacological Activity of Ginkgolic Acids in Ginkgo Extract

LI Yan, GUO Cheng
( Department of Pharmacy, Shanghai Sixth People' s Hospital, Shanghai, China  200233)

XEHS 1006 —4931(2021)16 - 0001 - 05

Abstract: Objective To provide a reference for the further development of ginkgolic acids. Methods The toxicity and pharmacological
activity of ginkgolic acid in ginkgo extract were analyzed and comprehensively evaluated by consulting the relevant literature.
Results Ginkgolic acids in ginkgo extract had a certain sensitization effect and hepatotoxicity to model animals. In vitro tests showed that it
also had anti —tumor, anti — inflammatory and bactericidal, neuroprotective, anti — parasite, anti —oxidant and other pharmacological activities.

Conclusion The existing research reports on the toxicity and pharmacological activity of ginkgolic acids in ginkgo extract are mostly in

vitro. The comprehensive and rational development and utilization of ginkgolic acids need further in wivo and clinical research.
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