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Effects of telmisartan on the expression of PPAR-+y protein in OLETF rats with insulin resistance
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Abstract Objective: To observe the effects of telmisartan on the expression of PPAR—y protein in rats tissues including liver, muscle and
perirenal fat with insulin resistance (IR). Methods: Forty male OLETF rats were fed with high—fat diet for 20 weeks to establish the IR
model, then randomly assigned into four groups: the high—fat diet set (O) were given pure high—fat diet, the pioglitazone group (P) were fed
with high—fat diet and pioglitazone, the low dose telmisartan group (VT) were fed with high—fat diet and low dose telmisartan, and rats in the
telmisartan group (T) were fed with high—fat diet and telmisartan. Twelve LETO rats raised by standard feeding served as normal control
group (NC). Following 6 weeks—drug intervention, the plasma levels of FBG, FINS, HOMA-IR, ISI, TC, TG, HDL-C, LDL-C were detected
in four groups, and the expression level of PPAR—y protein was measured using Western blot in each tissues. Results: IR was observed in
all 40 rats and buildings were established. Compared with group P, VT and T, the FBG, FINS, HOMA-IR, TC, TG, and LDL-C in O group
were significantly increased. ISI and HDL—-C were decreased (P <0.05). The expressions of PPAR—y protein in group P, VT and T were
higher than group O. And the group T was lower than VT group in biochemical index results except for ISI and HDL-C; and the expression
of PPAR —vy protein was higher. Conclusion: Telmisartan can significantly improve IR through increasing the expression of PPAR —y
protein in liver, perirenal fat and skeletal muscle tissues; and the improvement degree may be associated with telmisartan dose.
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Tab 1 FBG,FINS,HOMA -IR and ISI were compared between

group NC and group G(xz=s)
%) n FBG/(mmol/L) FINS/(mmol/.) HOMA-IR ISI
NC4l 12 5.63+046 14.05£2.65 3.52+074 -4.35+023
G4 40  6.41:048 19.73+7.45 5.63+237 -4.73x047
¢ —4.837% —3455% —4.445% 3.836%
#P<0.05
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xR2 HBAMASKTEREE (xss)

Tab 2 The lipid levels of all groups were compared (xzs )

TC/ TG/ HDL-C/ LDL-C/
4 n (mmol/L) (mmol/L) (mmol/L) (mmol/L)
NC4l 12 2.53+032° 1.05+0.32* 2.34+0.34* 0.93+0.17*
O%4 10 3.74+035 1.71+0.44 1.75+0.39 1.82+0.33
T4l 10 2.49+030° 1.27+0.28* 1.97+0.35" 1.16+0.33*
VT4l 10 2.81+039"  1.56+0.18" 1.86+0.36* 1.34+0.36"
PZH 10 2.20+036 1.35+0.20° 1.97+0.30™ 1.07£031*
A 17.745% 9.447% 8.404* 16.527

#P<0.05,a:5 O 41 AT 75 X, b5 P AL A 3 Lo 5 T A LR
HEX

P4 VT M T 45T 41 TC. TG LDL-C /K- A% T
VT 21, HDL-C /K F-5T VT 42 P<005), W3 2.
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*3 KRAZYWTFHUS FBG.FINS.HOMA-IR X ISI tL(x+s)
Tab 3 FBG,FINS,HOMA -IR and ISI after drug intervention of

each group were compared(xzs )

A% n FBG/(mmol/L) FINS/(mmol/L.) HOMA-IR ISI

NC4 12 6.10£0.57° 1694189  4.582072" —4.82+0.64°
041 10 10.86+1.02 2396308  11.462105 —5.55+0.09
T#4 10 6.89+0.88° 15184243 4.642084" -4.63+0.19°
VT4l 10 9.274094%  17.84+176™  8.14+125% —5.20+0.15"
P4l 10 6.45:040° 18.65£2.97*  5.332084" -4.78+0.17°
F 75268% 18258 100.881% 12292+

#P<0.05,a:5 O 4L AT 7 3, b: 5 P A LA 3 e 5 T 4l i
HREX
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Figl The expressions of PPAR—vy in liver, perirenal and skeletal

muscle of rat measured by Western—blot
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