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Effect of Lycopene on Renal Renin Angiotensin System in the Diabetic Rat. Tao Lin, Yang Yi. Department 2 of Internal Medicine, Peo-
ple's Hospital of Xinjiang Uygur Autonomous Region, Xinjiang 830000 ,China

Abstract Objective To investigate the effect of lycopene on renal renin angiotensin system and its mechanism in the diabetic rat.
Methods Twelve — week — old male lean and obese rats (model of 2 diabetic rats) in each group (n =16) were used in this study. The
rats were randomly divided lean rats + vehicle, lean rats + lycopene, obese + vehicle and obese lycopene. Control lean and obese rats re-
ceived drinking water, and those in the treatment goup were provided with lycopene [ 40mg/ (kg + d) ] for a duration of 6 weeks. 24 —
hour urine were collected by placing rats in stainless steel metabolic cages. The levels of oxidative stress including MDA and GSH were
measured by ELISA. The levels of renin and angiotension Il (Angll ) in renal cortex were measured by radioimmunassay. The mRNA and
protein levels of AT, receptors in renal cortex were detected by qRT — PCR and Westernblot, respectively. Results Compared with lean
rats, after adjustment for body weight, the basic urinary sodium excretion was significantly lower in obese diabetic rats (P <0.05) ; the
levels of oxidative stress were significantly higher in obese diabetic rats, including increased actvity of MDA and decreased actvity of GSH
(P <0.05). The levels of renin and Angll in renal cortex were also significantly increased in obese diabetic rats than lean rats (P <
0.05). Moreover, the mRNA and protein expressions levels of the AT, receptor were also higher in obese rats than lean rats (P <0.05).
Lycopene treatment for 6 weeks improved the above — mentioned abnormalities in obese diabetic rats, including decreasing the levels of renin
and Angll, and the expression of AT, receptor in renal cortex (P <0.05), but not in lean rats. Conclusion Lycopene treatment could re-
duce oxidative stress and downregulate the actvity of RAS in the kidney, which is helpful to lower blood pressure of obese diabetic rats.
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245 R (g) ' E A (g) 1 #% (mmol /L) H i =i (mmol/L) LF (R Y
KB+ 4L 284 + 13 1.19 £0.06 5.6+0.4 0.68 +0.26 346 31
IR + T R4l 291 +18 1.14 £0.07 5.5+0.3 0.57 £0.21 352 £38
A JHE R B + ¥ 570 4 452 £17° 1.99 £0.09 * 9.4+0.6" 8.23+0.35" 345 +26
AERER B + i 2L R A 448 +21* 1.92+0.05" 7.4+0.3"" 2.57+0.27 " 339 +34

SRR+ ERALIEE, T P <0.05; 5L B + 4L L g, " P <0.05
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