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Effects of autophagy on the apoptosis of mesenteric cells induced by aldosterone in rats with

in vitro technique

QU Gaoting ZHANG Aiging SHI Huimin GAN Wethua
Department of Pediatrics The Second Affiliated Hospital of Nanjing Medical University Nanjing 210003 China

[Abstract 1Objective: To investigate the potential mechanisms of renal injury associated with aldoserone( ALD) through observing the effects of autophagy
on the apoptosis of mesenteric cells( MCs) induced by ALD and bufalin in rats with in vitro techniques. Methods: The mesenteric cells in rats were cul—
tured with in vitro technique and induced with ALD bufalin and chloroquine phosphate( CQ) respectively. Then rats were divided into groups of controls
(group A) treated with ALD( 10~ mol/L group B) bufalin( 10 ~®mol/L group C) ALD + Bufalin( 10 ~® mol/L + 10 ~®mol/L group D) ALD + CQ
(10 7% mol /L. +10 wmol /L group E) and ALD + Bufalin + CQ( 10 ~¢ mol /L + 10 ¥ mol/L + 10 umol /L group F) . Transmission electron microscope
was used to observe the autophagy in the mesenteric cells in each group of rats and Western Blot was performed to determine the protein changes of P62
and LC3 suggestive of autophagy. Cellular apoptosis was detected with An — nexin V /PI flow cytometry. Results: Transmission electron microscopy showed
no typical autophagosome in group A and C yet prominent autophagosome in group B. Lower autophagosomes were seen in group D whereas higher autoph—
agosomes were found in group E and F. Western blotting revealed similar level of P62 and LC3 protein in group C to group A yet higher level in group A
than that of group A and C( P <0.05) lower level in group D than that of group B( P <0.05) . Level of P62 and LC3 protein in group E was comparable
to that of group F yet the level was higher than remaining groups( P <0.05) . Flow cytometry indicated the rate of cellular apoptosis of (46.23 +5.83) %
in group C and (46.10 £3.49) % in group A. Although group B had higher incidence of apoptosis (76.47 +3.03) % than group group A( P <0.05)

yet it remained similar among groups of group D( 61.73 +2.76) % group E(61.03 +3.62) % and group F( 60.50 +1.95) % . However apoptosis was

higher in group A and C and lower in group B ( P <0.05) . Conclusion: Aldosterone may induce autophagy as well as apoptosis of the mesenteric cells
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and bufalin and chloroquine can inhibit the autophagy and apoptosis induced by ALD.
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Antitumor activity of an exopolysaccharide from Trichoderma pseudokoningii complexes car—
rying S-fluorouracil on CT26-tumor bearing mice

ZHU Lei LU Jingbo CHEN Kaoshan
Department of Pharmacy Wannan Medical College Wuhu 241002 China

[ Abstract 10bjective: To observe the antitumor effect of exopolysaccharide ( EPS) from Trichoderma pseudokoningii containing 54luorouracil ( 5-FU) in
tumor bearing mice using in vivo technique. Methods: CT26-tumor bearing mouse models were developed and the effects of EPS on inhibition of the tumor
and physiological indexes were determined. Results: Combined EPS with 5¥U significantly inhibited the CT26 tumor growth in a dose-dependent manner
and the inhibition rate in CT26 tumor was higher using the complexes than simple 5FU. Still the physiological index and the quality of life were improved
in the tumor bearing mice after intervention with EPS plus 5+U. Conclusion: Combined EPS with 54U presents enhanced antitumor activity and EPS
could attenuate toxicity effect induced by 5FU.
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