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[(# ZE] B &5 BRDA 0I5 JQ1 XFHE/NHMEATYEE (non-small cell lung cancer, NSCLC ) 20 il ik A JO 185 Je i 24 2 g ik A=
KA T AR ML, 775k AR JQ1 A BEASRIZA NSCLC 40tk , 72 h J5 FHESEES F1A B(SRB)ZAI JQ1 %F
AT AR, 43500 PSR e e R A AE S (qRT-PCR) Fll Western blot BASINEAIEN eIFAE B mRNA [ 8 FAFAKE, &
R JQ1 EWREMRAGHAN S NSCLC 4HMuRRIAE K, 38 LIS B Je USRI 25 4Rk, T elF4E 1 mRNA M FI/KFERE, &g
JQ1 ATHMHIANF] NSCLC 4tk A AR FIDLTI AT BE 5 A elFAE KB A,
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A preliminary study of BRD4 inhibitor JQ1 effects on non-small cell lung cancer cells

Ni Ping', Wu Dandan',Zhai Sulan',Li Ping',Zou Meijuan',Li Min', Cheng Zhixiang’* , Wang Xuerong'*
('Department of Pharmacology ,NJMU ,Nanjing 210029 ;’Department of Pain Manangement & Biotherapy Center,
Second Affiliated Hospital ,NJMU ,Nanjing 210011 ,China)

[Abstract] Obijective:To investigate the effects and mechanism of BRD4 inhibitor JQ1 on the growth of human non-small cell lung
cancer (NSCLC)cells including erlotinib resistant cells. Methods:The inhibitory effects of JQ1 on the growth of human NSCLC were
observed at different concentrations for 72 hours by sulforhodamine B(SRB)assay. mRNA and protein levels of elF4E were detected
by quantitative real-time PCR assay and Western blot,respectively. Results:JQ1 inhibited the growth of NSCLC cells including
erlotinib parental and resistant cells in a dose dependent manner. The mRNA and protein expression levels of elF4E decreased
significantly by JQ1 treatment. Conclusion:JQ1 inhibits the growth of NSCLC cells possibly through downregulating eIF4E expression.
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Figure 1 The inhibition effect of JQ1 on NSCLCs
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Figure 2 JQ1 inhibits the growth of HCC827-EP and
HCC827-ER cells
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Figure 3 JQ1 downregulated eIF4E mRNA and protein expression of NSCLCs

A 20- B c
5 T
@ 15
E
< 1.0 é} S)Q'\
= & o HCC827-EP HCC827-ER
g & ¢~
= 0.5 % x Ny ® JQI(pmol/L) 05 10 0 5 10
= CIFAE  — G (UAE
0.0 T T T T
R R A )i S
D N 9»
»w’\Qg %'i\\) ,,f\?g‘ ) «%’f\%
D~ " ~Q > O
S W (W W
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Figure 4 JQ1 downregulated eIF4E mRNA and protein expression of HCC827-EP and HCC827-ER cells
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