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cells after AZD9291 treatment. To explore the efficacy of AZD9291 combined with STAT3 inhibitor on the growth
inhibition of H1975 cells and its possible mechanism. Methods The expression of phosphorylated and nonphos—
phorylated STAT3, ERK and AKT protein were detected by Western blot after treatment with different concentra—
tions of AZD9291 to H1975 cells. After using AZD9291 and STAT3 inhibitor alone or in combination to treat
H1975 cells, the antiproliferative effects were detected by the MTT method. The changes of apoptosis induced by
AZD9291 and STAT3 inhibitor alone or in combination were detected by the flow cytometry. Western blot was used
to detect the change of phosphorylation and nonphosphorylation of STAT3 protein in AZD9291 combined with
STAT3 inhibitor. Results The expression of pFRK and p-AKT was decreased and p-STAT3 was increased after
treatment with AZD9291. The combination therapy with AZD9291 and STAT3 inhibitor showd an synergic effect on
proliferative inhibition compared to AZD9291 or STAT3 inhibitor alone therapy( P <0. 05) , which showd an syner—
gic effect( combination index < 1) . In addition, apoptotic rates were significantly increased in combination treatment
compared to the single drug. Moreover, the combination of AZD9291 and STAT3 inhibitor produced a stronger in—
hibitory effects on p-STAT3 expression than single drug treatment. Conclusion The combination of AZD9291 and
STAT3 inhibitors significantly inhibite the proliferation of H1975 and promote the occurrence of apoptosis. The
main mechanism may contribute to the down-regulation of p-STAT3 protein expression.
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Low-dose aspirin induced autophagy comprises

its inhibitory effect on HepG2 cells
Zhu Siya, Wang Menglin, Jin Juan
( Dept of Pharmacology, Basic Medical College, Anhui Medical University, Hefer 230032)

Abstract Objective To study the inhibitory effect of aspirin on proliferation of human hepatocellular carcinoma
HepG2 cell line and its possible mechanismt. Methods MTT assay and plate cloning experiments was used to de—
tect proliferation of human hepatoma HepG2 cells. Effects of aspirin on autophagosomes in HepG2 cells were detec—
ted by acridine orange fluorescence staining. The expression of adenosine 5°-monophosphate ( AMP) -activated pro—
tein kinase ( AMPK) and mammalian target of rapamycin( mTOR) protein in human hepatocellular carcinoma
HepG2 cells was detected by Western blot. Results 10 mmol/L concentration of aspirin could inhibit the prolifera—
tion of HepG2 cells, but increase the number of autophagosomes of HepG2 cells, increase AMPK expression, de—
crease mTOR expression. After combination treatemnt with 40 pmol/L autophagy inhibitor chloroquine ( CQ) , CQ
could enhance the inhibitory effect of 10 mmol/L aspirin on proliferation of human hepatoma HepG2 cells. Conclu—
sion  Combination treatment with autophagy inhibitor CQ) attenuates 10 mmol /L aspirin-induced autophagy thus en—
hance its anti-HepG2 effect.
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