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[ Abstract)
skeletal muscles of elderly rats. Methods

Objective  To explore any effect of calorie restriction on the proliferation of satellite cells in the
Twelve male C57BL rats aged 12 or 13 months were randomly divided in-
to an experimental group and a control group, each of 6. The control group was fed 75.09 kJ/d as normal, while the
experimental group was provided with 45.05 kJ/d (60% of normal). The intervention lasted for 15 weeks and each
rat’s weight was measured every week. After the intervention, limb muscle satellite cells were sorted by fluorescence-
activated cell sorting after digestion, and the cell cycle was analyzed. Western blotting was used to assess the expres-
sion of cyclin A, DI and E. Results

fore the experiment. After the 15 weeks the average weight of the experimental group had decreased significantly ( to

There was no significant difference in the average weight of the two groups be-

19.5+£0.4 g) , and it was significantly lighter than that of the control group (31.9+0.5 g). The average percentage of
the satellite cells in the G,/G, phase had decreased significantly in the experimental group, but the percentage in the
S phase had increased significantly. The expression of cyclin A and E was significantly greater in the experimental
group compared with the control group, but the expression of cyclin D1 had decreased significantly. Conclusion
Caloric restriction can delay the proliferation of satellite cells in the skeletal muscles of elderly mice.
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Curcumin and diabetic atherosclerosis

BACKGROUND AND OBJECTIVE Curcumin, a compound existing in turmeric, has been widely used as an anti-inflammatory
treatment in traditional Chinese and Ayurvedic medicines. This animal study assessed the efficacy of L3, an analog of curcumin, compared to
probucol, a traditional lipid lowering drug, for the prevention and treatment of the cardiovascular complications of diabetes.

METHODS Using a mouse model of diabetes, 93 mice were divided into eight groups, with seven of those groups undergoing diabetes
induction. The mice were randomized to receive one of two doses of curucmin, one of two doses of probucol, or one of three doses of 1.3,
while receiving a high cholesterol/fat diet. The animals were studied for changes in lipid panel results and antioxidant status, as well as reac-
tive oxygen species (ROS) generation in the pancreas. The subjects were sacrificed after 16 weeks.

RESULTS After treatment with curcumin, plasma insulin levels returned to their normal levels. All three compounds were found to re-
duce blood lipids in a concentration dependent manner. All three compounds were also found to reduce the oxidative stress of liver and red
blood cells. All treatment groups showed increased nitric oxide fluorescent intensities in the target tissues in a dose dependent manner. L3 was
also found to decrease the production of ROS in the pancreas and lectin-like oxidized low-density lipoprotein receptor-1 expression in the aor-
tic arch, as well as reduced fatty and atherosclerotic degeneration in the aortic arch, as compared with the control group.

CONCLUSION This animal study of diabetes found that L3, an analog of curcumin, can, through a number of mechanisms, inhibit
diabetic atherosclerosis.

[## B :Zheng B, Yang L, Wen C, et al. Curcumin analog 13 alleviates diabetic atherosclerosis by multiple effects. Eur J Pharmacol,
2016, 775(15) ; 22-34.]

Turmeric use for gingivitis

BACKGROUND AND OBJECTIVE It is estimated that gingivitis effects 80% of the population. Chlorhexidine is a broad-spectrum
antiseptic, considered the gold standard for preventing and treating gingivitis. Curcumin, a polyphenol found in turmeric, has been found to
have anti-inflammatory, antioxidant, antibacterial, antiviral and antifungal properties. This literature review compared the efficacy of turmeric
with that of chlorhexidine for the prevention of gingivitis.

METHODS Medical databases were reviewed for studies concerning gingivitis which compared curcumin or turmeric, with chlorhexi-
dine for the treatment of gingivitis.

RESULTS Data from five papers with a total of 290 participants were included in the analysis, with turmeric and chlorhexidine deliv-
ered as either a mouthwash or gel. The duration of all five studies was 21 days, with two studies including bacterial counts. All studies found
that both turmeric and chlorhexidine improved scores on the gingival index ( GI) and plaque index (PI). In two of the studies, chlorhexidine
was found to be more effective in preventing plaque, with one of these finding that chlorhexidine was better at reducing inflammation.

CONCLUSION This literature review, focusing on the treatment of gingivitis, found that, overall, compared to the gold standard chlo-
rhexidine, treatment with turmeric was equally effective for preventing and treating gingivitis.

[ 4# B :Stoyell KA, Mappus JL, Gandhi MA. Clinical efficacy of turmeric use in gingivitis: a comprehensive review. Complement Ther
Clin Pract, 2016, 25; 13-17.]



