2 WY ®E B 2022, 44 (6): 73~78 ISSN 1674 -5639 CNS53 -1211/G4

Journal of Kunming University

ZHREWMMB SHEFESH HO2 ARZR KGR
R 18 iR E U i

TOMEY, BAHE, twek’, FER, FEW, ATRE, FRR
(1. RIS Senbbsrbe MU 50 T HEM¥ R, mm BY 6505005
2. pEBABE RUISHIBITRT, =R W] 6502015 3. mE i — ARIEEE W5h—F, =@ R 650032)

FEZE: S0 B TR oA 3 HOC2 A AR 1 i 22 B VR B, A AS [m] v 22 B R AL 38R HOc2
IR S PRI TS, JEISR AL S8 k. 25 BoR, SHRAIAMLL, ZWEWE R4 x107°, 8 x
107120 x 10 ™ mol/L W 4UAEIEFHIE J1 FFb; ¥ K44 Caspase 3 Fll Cleaved-Caspase 3 [ 2 [ 451 i
FHTI; BEFE 4 x107° mol/L I, HO2 4UMITEAMBURIKE , Hordiys], HpES, 5iEw 4401
RIS 54 x 107° mol/L IR 122 85 A1 BT w8 3119 HOC2 A1 B 473 1A o v FE

XEER . FEER; HO2 4iM; HdEik)E; CCK8; Western blotting

b ESES: R34 XEFREMN: A XEHRS: 1674 -5639 (2022) 06 -0073 - 06

DOI: 10. 14091/j. enki. kmxyxb. 2022. 06. 013

Selection of the Optimal Concentration of Curcumin to Prevent the
Injury of the H9c2Induced by High Glucose

WEI Xiaojuan'?, LI Shude', HUANG Yingguang’, LI Qingling', LI Zhigang', HE Shuiwang®, LI Siman'"
(1. Department of Biochemistry and Molecular Biology, School of Basic Medicine,
Kunming Medical University, Kunming, Yunnan, China 650500;
2. Kunming Institute of Zoology, Chinese Academy of Sciences, Kunming, Yunnan, China 650201;

3. The First General Surgery Department of Yunnan First People’s Hospital, Kunming, Yunnan, China 650032)
Abstract: In order to screen out the optimal curcumin concentration for preventing H9¢2 cell damage induced by high glucose, the
expression of some indexes of H9¢2 cells under different curcumin concentrations is detected, and the morphological changes of the cells
are observed. The results show that cell proliferation activity increase at curcumin concentrations of 4 x 10 ~° mol/L, 8 x 10~° mol/L
and 20 x 10 ™° mol/L compared with the model group. The protein expression of Caspase 3 and Cleaved-Caspase 3 are significantly
down-regulated in curcumin groups. When curcumin is 4 x 10 ~° mol/L, the morphology and number of H9¢2 cells are recover, and the
distribution is uniform and the arrangement is tight with no significant difference from the control group. Curcumin at 4 x 10 ~® mol/Lis

finally selected as the optimal concentration for preventing H9¢2 cell damage induced by high glucose.
Key words: Curcumin; H9¢2; optimum concentration; CCK8; Western blotting
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