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Effect of sesamin on the protein iNOS and c-fos expression in myocardia of spontaneously
hypertensive rats
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[Abstract 10bjective: To observe the effects of sesamin on the protein iNOS and c-fos expression in myocardia of spontaneously hypertensive rats( SHR)
and explore the potential protective mechanisms. Methods: Thirtyfive SHRs were randomly divided into group of SHR model sesamin treatment in diverse
dosage 40 80 and 160 mg/( kg * d  and captopril intervention 30 mg/( kg * d) and 7 WistarKyoto rats( WKY) were included as negative controls.
All rats were intragastrically administrated with the drugs once a day for consecutive 16 weeks. After the final intervention the body weight ( BW) was
measured and histopathological changes of the myocardia were observed by HE staining. Colorimetric analysis was performed to measure the contents of
myocardial T-SOD and immunohitochemical method was used to determine the expression of inducible nitric oxide synthase( iNOS) and cHos. Results:
SHR group demonstrated hypertrophied myocardia with disordered arrangement. Large quantity of inflammatory cells and adipose tissue infiltration were
seen in the myocardial tissues and the expression of T-SOD was significantly reduced ( P <0.01) whereas the protein iNOS and cHos expression in myo—
cardia was significantly up-regulated( P <0. 01) . Myocardial pathological lesions were improved to a certain degree in the rats treated with sesamin and
captopril and T-SOD content was significantly increased ( P <0.01) whereas the expression of iNOS and cos was notably reduced in dose-dependent
manner( P <0. 01) . Conclusion: Sesamin could decrease the expression of iNOS and cHos protein and enhance the ability of T-SOD suggesting that it can
be protective effect on myocardial injury in spontaneously hypertensive rats.
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A. WKY B.SHR C. Sesl60 mg/kg D. Ses80 mg/kg E. Ses40 mg/kg
F. Cap30 mg/kg
1 SHR HE (200 x)
Fig 1 Effect of sesamin on the myocardium of SHR ( HE
200 x )

1 T-SOD
(x+s n=7)
Tab 1 Effect of sesamin on content of T-SOD in myocardium of

SHR(x s n=7)

Group dose( mg/kg) n T-SOD( U/mgprot)

WKY - 7 95.21 £2.73

SHR - 7 57.07 £6.72**
Sesamin 160 7 91.81 7. 62%
Sesamin 80 7 83.62 +6.25* *#
Sesamin 40 7 60.3 +7.44%%
Captopril 30 7 92.34 +4. 84"

* P<0.05 * %P <0.01 vs WKY; #P <0. 05 ##P <0.01 »s SHR

2 SHR iNOS  cHos
(xxs n=17)
Tab 2 Effect of sesamin on iNOS and cos expression in myo—
cardium of SHR( x £5 n=7)

dose

Group (me/ke) n iNOS( AIOD) cfos( AIOD)
mg/kg

WKY - 7 0.43 0. 08 0.42 +0. 10
SHR - 7 0.96 +0.16** 0.79 +0.15**
Sesamin 160 7 0.51 0. 12% 0.47 0. 07%
Sesamin 80 7 0.69 £0. 12***  0.64 +0.10***
Sesamin 40 7 0.92 +0.15** 0.74 +0.10**
Captopril 30 7 0.46 £0. 10% 0.44 +0.09%

¥ P<0.05 % %P <0.01 vs WKY; #P <0. 05 ##P <0.01 »s SHR
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A. WKY B. SHR C. Ses160 mg/kg D. Ses80 mg/kg E. Ses40 mg/kg
F. Cap30 mg/kg
2 SHR iNOS ( HE
400 x)
Fig 2 Effect of sesamin on iNOS expression in myocardium of

SHR( HE 400 x)

A. WKY B.SHR C. Ses160 mg/kg D. Ses80 mg/kg E. Ses40 mg/kg
F. Cap30 mg/kg

3 SHR c-fos ( HE 400 x)
Fig 3  Effect of sesamin on cos expression in myocardium of

SHR( HE 400 x)
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