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ABSTRACT Objective: To clarify the therapeutic effect of nicotinamide ribose (NR) on type 2 diabetic myocardial injury in mice
and its potential underlying mechanism. Methods: Type 2 diabetes model mice db/db mice and wild C57 mice were purchased at 8 weeks
old. The mice were divided into Con(db/+) group, DM (db/db) group and DM+NR (db/db+NR) group. Echocardiology was used to mea-
sure the heart function of mice. The expression of SIRT1 was detected by western-blot and immunohistochemistry. ROS level, MDA
content and MnSOD activity was detected to reflect oxidative stress level. Results: Compared with the control group, the cardiac function
of db/db mice decreased significantly (LVEF: 42.3+ 7.2vs 73.7+ 10.2, P<0.01; LVFS: 22.1+ 4.2vs 42.7* 6.9, P<0.01), and the expres-
sion of SIRT1 was significantly down-regulated (P<0.01). NR feeding increased SIRT1 expression (P<0.01) and effectively improved
cardiac function in diabetic db/db mice (LVEF: 53.1+ 8.1vs 42.3+ 7.2, P<0.01; LVFS: 33.4% 6.9vs 22.1+ 4.2, P<0.01). At the same
time, NR feeding effectively reduced the level of apoptosis and oxidative stress in myocardial tissue of diabetic db/db mice (P<0.01).
Conclusion: NR effectively improved cardiac dysfunction, reduced myocardial apoptosis and oxidative stress levels in diabetic db/db
mice, and these effects may be exerted by the increased expression level of SIRT1 by NR.
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