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P1 (GSTP1) of cervical cancer SiHa cells. Methods MTS assay was used to study the effect of different concentra—
tions of Xanthatin on the growth of SiHa cell lines. Morphological changes on SiHa cells were observed with fluores—
cence microscope. The effect of Xanthatin on apoptosis of SiHa cells was analyzed by flow cytometry. In addition
changes of GSTP1 expression and activity were determined by immuohistochemistry and colorimetric method and
changes of p-JNK expression were determined by Western blot. Results Xanthatin(0 ~40 pmol/L) significantly
inhibited the proliferation on SiHa cells in a time and dose-dependent manner. The morphological changes observed
in Xanthatin—reated cells included cell shrinkage roundup and even some apoptotic bodies existed. After Xantha—
tin treatment for 24 h in SiHa cells the apoptotic ratios were 5.02% 9.62% 18.5% 26.4% and 37.5% with
concentrations of Xanthatin at 0 5 10 20 40 pwmol/L. Compared with the control apoptosis rate increased obvi—
ously. SiHa cells exposed to increasing concentrations of Xanthatin led to the expression and activity of GSTP1
down—regulated and the expression of p-JNK. Conclusion These results demonstrate that Xanthatin exerts anti—
tumor effects on SiHa cells through its anti-proliferative and pro-apoptotic roles. The molecular mechanism for pro—
apoptotic effect may be related to its down—regulated effects on GSTP1 and up-regulated effects in ¢-Jun N-erminal
kinase (JNK) pathway.
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The combination of rapamycin and candesartan produces

a renoprotective effect on diabetic nephropathy in db/db mice
Su Chao Wang Deguang Zhang Guixia et al

(Dept of Nephrology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective
ceptor blocker (candesartan) can protect diabetic nephropathy better. Methods

To observe whether the combination of mTOR inhibitor (rapamycin) and angiotensin I re—
Twenty four db/db mice were ran—
domly divided into 4 groups as follows: db/db mice without intervention (group D) db/db mice with administra—
and db/db mice with ad-

ministration of the combination of rapamycin and candesartan (group R + C). Six age-matched nondiabetic db/ +

tion of rapamycin (group R) db/db mice with administration of candesartan (group C)
mice served as controls (group ND). After a follow-up of 16 weeks the biochemical indicators including body

weight blood glucose serum creatinine levels were observed. The difference of urinary protein excretion rates and

renal pathological indicators of each group were also observed. Results Compared with the group D the group R
group C and group D + C therapy could significantly delay the db / db mice weight gain and the difference was
statistically significant (P <0.01). After 16 weeks of treatment 24 h urinary protein excretion rate and serum cre—
atinine in the group R and group C were lower than in group D ;24 h urinary protein excretion rate and serum cre—
atinine in the group R + C were lower than in the R group and C group and the difference was statistically signifi-
cant. Compared with the ND group glomerular volume and the matrix of mesangial area were significantly increased
in diabetic groups; Rapamycin candesartan and the combination therapy could significantly delay the glomerular
volume gain and mesangial matrix accumulation; compared with R group or C group the glomerular volume and the
percentage of mesangial matrix in total glomerular area were significantly lower in R + C group and the difference
was statistically significant (P < 0.05). Electron microscopy results also showed that the glomerular basement
membrane was diffusely or segmentally thickened in group D and the rapamycin candesartan and the combination
therapy could significantly decrease the thickenness of the glomerular basement membrane. Conclusion The com-
bination of rapamycin and candesartan can further reduce the rate of urinary protein excretion and serum creatinine
levels delay glomerular volume gain and mesangial matrix deposition. The combination of rapamycin and candesar—
tan have a synergistic effect on reducing the diabetic kidney damage and delaying the progress of diabetic nephropa—
thy.
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