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Abstract Objective To explore the protection of curcumin derivatives H791L43H3 on high glocose — induced myocyte hypertrophy
and fibrosis in H9C2 cells and analyze possible role of H79143H3 on regulating ERK and NRF2 signaling. Methods Myocardial cells
were divided into 5 groups:control group, model group and treatment group (2.5, 5, 10umol/L). After incubated with different concen-
trations of curcumin derivatives H79143H3 for 1h, the model group and treatment groups were exposed to high glucose (33mmol/L).
ELISA method was used for detecting changes of IL —6 and TNF — « production in culture solution. By fluorescence quantitative PCR and
western blotting, Collegan - I , TGF — g, ANP, MAPK and NRF pathways were tested. Rhodamine phalloidin showed actin microfila-
ment. dhe staining were used to detect oxidation level. Results Compared with control group, the levels of Collegan — [ , TGF - B was
significantly increased in model group(P <0.05). Meanwhile it was significantly reduced in a dose — dependent manner in the treatment
group( P <0.05). Compared with the control group, the ERK pathway was significantly activated and the NRF pathway was inhibited in
the model group. And it was reversed in the treatment group( P <0.05). Conclusion Curcumin derivative H79143H3 can obviously in-
hibit myocardial hypertrophy and fibrosis in H9C2 cells, which may be related to the inhibition of inflammatory factor release and antioxi-

dant activity. H79143H3 might be expected to become a new drug for the prevention and control of diabetic cardiomyopathy.
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