- 208 - WORLD CHINESE MEDICINE  January. 2020, Vol. 15,No. 2

RERENG S FiEM A EER
MREINARERE

@A RFE Aunm RET Frg'’
(1 PR BRI 05— DR B T B 5B, 1 6460005 2 10116 o 6 2R3 5 AL 2 80 5 W B PRV G

a4 H B2 R A R 2 L, R 610041 )

WE REFANFERBHAETES DL LR FEwle, RGEATIER, &AL RN 7 ZE K A
R G AR AV ZRPFSRAA S ZGBEER, RERALMXAREAREF AT EAEREL, HEA
HIRI M A2 AT T B R SR R A T B 6 AR B B A S0 R, 3 AR R 2 A A 0908 T BT AR AT R
AR IR IL RS, Ky R B AR K IR I 09 16 R 06 T ARG A AR BN RAEAL T 3k
KR B AW /NS T HUIEE s TEEAMSCIEION U 5 BIL
Pathogenesis of Aging and Research Progress on Anti-aging Effects of Rhizoma Coptidis from Sichuan Daodi Herbs
MENG Yudan'?, WU Shihui*, GONG Xiaoli*, ZHAO Junning”, LI Xiaolu'?

(1 Department of Plastic and Burn Surgery, the First Affiliated Hospital of Southwest Medical University, Luzhou 646000,
China; 2 Institute of Translational Pharmacology of Sichuan Academy of Chinese Medicine Sciences and Institute of Clinical
Application, Sichuan Traditional Chinese Medicine Translational Medicine Center, Chengdu 610041, China)

Abstract Rhizoma Coptidis has an important position in the history of traditional Chinese medicine as a native medicinal material
in Sichuan. Modern pharmacological research has further proved that the related biologically active components in Rhizoma Copti-
dis and its extracts have a wide range of pharmacological effects, which have a clear role in anti-aging, anti-inflammatory, anti-
tumor, blood lipid regulation, hypoglycemic, neuro-protection. The effects and research progress of Rhizoma Coptidis and its ex-
tracts in anti-aging related aspects are highlighted by us. We look forward to discovering new therapeutic effects and new targets for
the Chinese medicinal herbs Rhizoma Coptidis from the Sichuan. Secondly, it provides theoretical basis for new uses and further

provides modern scientific basis for clinical applications.
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