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The effect of MST1 inhibition on nuclear factor B -kappa and Nephrin in kidney tissue of diabetic rats
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Luzhou, Sichuan , 646000 ; 2 Urology Department, affiliated hospital of Southwest medical university, Luzhou, Sichuan , 646000 )

Abstract : Objective To study the effect of MST1 inhibition on the expression of nuclear factor kappaB and Nephrin in renal tissue of diabetic
rats, and to find a new target for diabetic nephropathy. Method 54 healthy SD rats were randomly divided into three groups including group A (normal
control group; n = 18); group B (diabetic group, n = 18) and group C (diabetes +MST1 inhibition group, n = 18). Diabetes was induced by a single injection
of streptozotocin (STZ)) (50mg / kg) in group B and C. MST1 expression was inhibited by lentiviral vector containing MST1 ShRNA in group C. At the
end of 4", 8" and 12" week after modeling were considered as time points in this study.At each time point, 24-hour urine protein (24h-UP), serum creatinine
and glucose were examined with serum and urine sample. The expressions of Nephrin in diabetic renal tissue were detected with western blot. The levels of
Nf-kappa B were examined with electrophoretic mobility method.Results (1) Since the end of 4" week after modeling, the levels of glucose and 24h-UP
in group B and group C were significantly higher than group and each time point ( P<0.05).Between group B and group C, the level of group B was higher
than group C at each time point ( P<0.05),there was no significant difference for glucose between group B and group C for each time points;(2) there was
no significant difference for creatinine among three groups;(3) It was shown by PAS stain that the pathological change of mesangial proliferation could be
found in group B and group C, the level of Mesangial expand index ( MEI) in group B was significant higher than the one in group C since the end of 4"
week after modeling (P<0.05);(4) Since the end of 4" week after modeling, it was shown by western blot that the levels of Nephrin in group B and C were
significant lower that the one in group A(P<0.05),Meanwhile, the level of Nephrin in group C was higher than the one in group B(P<0.05). It was shown
by electrophoretic mobility that the levels of Nf-kappa B in group B and C were higher that one in group A for each time point.The levels of Nf-kappa B in
group B was higher than the one in group C.Conclusion Inhibition of MST1 pathway may improve the clinical parameters of diabetic nephropathy, and
its mechanism may be related to the regulation of Nf-kappa B pathway.
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