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Abstract ; [ Objective ] To study the effects of autophagy related gene ATG7 on the proliferation
and drug resistance in neuroblastoma cells. [Methods] Lentiviral was used to knockdown ATG7
gene and MTT staining was applied to evaluate cell proliferation in human neuroblastoma SH-
SY5Y and SK-N-BE2 cells.To confirm the effects of ATG7 in autophagy,autophagy marker LC3
was detected ; apoptosis-related proteins (Bcl-2,Bax,Caspase-3) was assessed by Western blotting.
In addition, after doxorubicin(25nM) treatment,the proliferation of SH-SY5Y cells were monitored
through real-time cell analyzer. [Results] Autophagy was suppressed after ATG7 knockdown in
SH-SYSY cells. The proliferation rates in ATG7 knockdown cells were significantly lower than
those in the control group (3.05+0.05 vs. 3.40+0.05,3.92+0.08 vs. 4.35+ 0.13,P=0.0012,0.0085)
at d4 and d5,respectively. Compared to control group,the expression of Bel-2 decreased, while
the pro-apoptotic protein Bax and Caspase-3 was significantly increased(P<0.05) in ATG7 knock-
down group. Moreover,compared with the control group,cell proliferation rate in ATG7 knock-
down cells was significantly reduced after doxorubicin treatment. [Conclusion] ATG7 may pro-
mote cellular proliferation, suppress apoptosis and enhance drug resistance through autophagy in
neuroblatoma
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Figure 2 ATG7-knockdown significantly induces decrease of autophagy
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