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Orientin protect against diabetic cardiomyopathy via activating PGC-13
Wang Qian, Lin Wenjuan, Wang Na, Zhang Bing
Department of Nutrition, Qingdao Special Servicemen Recuperation Center of PLA Navy, Qingdao 266071, China

[ Abstract] : Objective
(STZ) induced diabetic myocardial injury and its molecular mechanism. Methods C57BL/6] mouse model of diabetes mellitus( DCM

To investigate whether exogenous supplementation of orientin had protective effects on streptozotocin

group ) was established by intraperitoneal injection of STZ. The mice in the DCM+orientin group were treated with oral administration of
orientin by oral gavage every day except for intraperitoneal injection of STZ. Eight weeks later, echocardiography was used to detect left
ventricular function of each group. Left ventricular myocardial tissue was observed by hematoxylin and eosin (HE) staining, and the
expression of myocardial oxidative stress—related molecular mRNA was detected by RT—qPCR. H9C2 cells were cultured in high glu-
cose medium, and the effect of exogenously administered orientin on myocardial cell inflammation and oxidative stress was observed.
Western—blot was used to detect the effects of PGC—1 signaling pathways in each group. Results After 8 weeks, the left ventricular
myocardium of the DCM group was significantly hypertrophic compared with the control group, the fibrosis was aggravated, the cardiac
function was significantly decreased, and the oxidative stress was aggravated. The DCM+orientin group could significantly improve the
lesions above. The exogenous supplement of orientin could significantly increase the expression of PGC—1 in myocardial tissue, and
alleviate oxidative stress induced by high glucose. Conclusion Orientin can reduce myocardial damage by activating PGC—1f in a
mouse model of diabetic cardiomyopathy.
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BEUBHE PR s A D 1 A1 5 D 5 21 3R /DN BRUOBE R O 2
(DCM+ORI #H,n=12), DCM+ORI 4 /) f 5 K i
T EANEAN SEZE R (W T A BEER K SR R 40
mg/kg) , DCM A CRNFEAHTR] B A9 A4 BEER K . TR 8
il 5 AT IR S5

131 /PEUCIERE R A TR 524 KA
W5 RS, ] VisualStulic 770 #H{XH
HEAT /BRI B A A, 30 MHz A A& 8 10 5% 22
B 55 M R R AR R O Sl G Y R AR A
FE 22 B ML 53 % (left ventricular ejection fraction,
LVEF) Fl /2 % 45 % 43 %0 (left ventricular fractional
shortening, LVFS) &7 5K A 1 % [8] f# (intraventricular
septal thickness end diastasis, 1VSd) FIEF 5K A 2%
J5 BE (left ventricular positerior wall end diastasis,
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