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: H7( EHEC 0157 : H7) with ARed recombination system. Methods Kanamycin—resistant gene with two FRT sites
and homologous regions which were cloned from EHEC 0157 : H7 by PCR were inserted into plasmid pUC19 to
construct a recombinant vector. z4832 was deleted with the recombination function of plasmid pKD46. The kanamy-
cin—esistant gene was deleted with the recombination function of plasmid pCP20. The gene deletion mutant was ob—
tained and identified by PCR and sequencing. Then the growth curve was determined and the change of survival rate
were checked in LB or M9 medium containing ofloxacin. Results The acetyliransferase gene z4832 defective mu—
tantof EHEC 0157 : H7 was successfully constructed. The growth curve of the mutant had no significant difference
with that of wild strain. The viability of deletion mutant increased in the culture with LB medium( P <0. 05) but re—
duced with M9 medium( P <0.05) . Conclusion The construction of z4832 defective mutant would be helpful for
study of the effect of z4832 on antibiotic tolerance and the mechanism by which acetyltransferase works.
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JNK/p38 MAPK and Calpain/Caspased2 pathways J . Mol Cell

Role of autophagy in hepatic stellate cell apoptosis

induced by endoplasmic reticulum stress

Wang Yinghong Wang Huan Zuo Longquan et al
( School of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To explore whether autophagy occurs or not and its effect during endoplasmic rediculum
stress induced by TG provides new train of thought for reversal of hepatic fibrosis. Methods Platelet-derived
growth factor ( PDGF-BB) was used to induce rat hepatic stellate cell ( HSC-T6) activation model on this basis
ERS inducer poison carotene ( TG) was given to stimulate cells for 24 h. The autophagy related LC3B protein ex—
pression was detected by Western blot and the formation of autophagosome was detected by the MDC staining so as
to observe the effect of TG on HSC autophagy. The 3-MA was used to block autophagy each cell apoptosis rate was
detected by flow cytometry the role of autophagy in hepatic stellate cell apoptosis induced by endoplasmic reticu-
lum stress was observed. Results HSC apoptosis was induced by TG accompanied by the occurrence of autoph—
agy while 3-MA blocked autophagy and enhanced the HSC apoptosis induced by TG. Conclusion HSC apoptosis
can be induced by TG with the occurrence of autophagy. 3-MA can enhance the HSC apoptosis induced by endo—
plasmic reticulum stress.
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