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Ad-ING4 combined with radiotherapy suppresses growth of SPC-A1l cell-
transplanted lung adenocarcinoma

Zhao Daguo', Huang Jinhong”, Jin Jun', Xie Yufeng’, Sheng Weihua®, Yang Jicheng’, Ling Chunhua’( 1. Department
of Emergency, First Affiliated Hospital of Soochow University, Suzhou 215006, Jiangsu, China; 2. Department of Respir-
atory Medicine, First Affiliated Hospital of Soochow University, Suzhou 215006, Jiangsu, China; 3. Department of Cell
and Molecular Biology, College of Medicine, Soochow University, Suzhou 215123, Jiangsu, China )

[ Abstract ] Objective: To study the anticancer effect of adenovirus-mediated inhibitor of growth family 4 ( Ad-ING4 )
combined with radiotherapy on SPC-A1 transplanted lung adenocarcinoma. Methods: SPC-Al tumor-bearing mice were
established and anticancer experiment was conducted on these mice after being randomly divided into 5 groups: PBS
group, Ad group, Ad-ING4 group, radiotherapy group and Ad-ING4 combined with radiotherapy group. Tumor growth was
recorded by volume. All tumors were taken out and weighed at 15 days after treatment. The morphology of lung adenocar-
cinoma SPC-A1 cells was observed by H-E staining. The expressions of Bax, caspase-3, Bel-2, and VEGF were detected
by immunohistochemisty. Results: The tumor volume of the Ad-ING4 combined with radiotherapy group was much smaller
than that of the Ad-ING4 group and the single radiotherapy group ([ 743.84 +109.06 Jmm® vs[ 1136.03 +151.58 Jmm’,
[ 1035.67 £86.27 Jmm’, P <0.01 ). The anticancer rate of the Ad-ING4 combined with radiotherapy group was also
much better than that of the Ad-ING4 group and the single radiotherapy group ( 69.62% wvs 33.17% wvs 35.41% , P <
0.01 ), which showed an enhanced radiosensitivity and a synergetic effect ( Q = 1.22 ). Immunohistochemistry results

showed that Ad-ING4 combined with radiotherapy could obviously up-regulate the expressions of Bax, caspase-3 and down-
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regulate the expressions of Bel-2 and VEGF. And the effect of the combined group was better than the single Ad-ING4 or

radiotherapy group ( P <0.01 ). Conclusion: Ad-ING4 combined with radiotherapy can effectively inhibit the growth of

SPC-A1 cell-transplanted lung adenocarcinoma.
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1 Ad-ING4 BEA R &) SPC-A1 A BRE R B 4 K
Fig.1 Inhibition of SPC-Al transplanted lung
adenocarcinoma by Ad-ING4 combined with radiotherapy
** P <0.01 vs PBS group;“* P <0.01 vs
Ad-ING4 group or single radiotherapy group
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ZH( P <0.01 ), Caspase-3 F25RIA T SPC-A1 4H)i
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ING4 + JitJ7 20 ) caspase-3 PH P 4 i 20 0H 2 =5 F
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R T H T FRE

.

B2 H-E$E%EKN Ad-INGS BEA HF7 3t SPC-A1 B4amEA R EMmAEATIER( x400)
Fig. 2 Ad-ING4 combined with radiotherapy induced apoptosis of SPC-A1l
transplanted lung adenocarcinoma cells ( H-E, x400 )

A: PBS; B: Ad; C: Ad-ING4; D: Radiotherapy; E: Ad-ING4 + radiotherapy

B3 Ad-ING4 BX& 97 _LiA SPC-Al FBiEE4H A Fh Bax F1 caspase-3 RixH

SN x 400 )

Fig. 3 Ad-ING4 combined with radiotherapy up-regulated expressions of Bax and

caspase-3 in SPC-A1 transplanted lung adenocarcinomal x 400 )
Bax expression: A: PBS; B: Ad; C: Ad-ING4; D: Radiotherapy; E: Ad-ING4 + radiotherapy
Caspase-3 expression: a: PBS; b: Ad; c: Ad-ING4; d: Radiotherapy; e: Ad-ING4 + radiotherapy
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Fig. 4 Ad-ING4 combined with radiotherapy down-regulated expression of Bcl-2

in SPC-A1 transplanted lung adenocarcinomal x 400 )
A: PBS; B: Ad; C: Ad-ING4; D: Radiotherapy; E: Ad-ING4 + radiotherapy

.

5 Ad-ING4 BX&HFTHP %] SPC-A1 #ERA LR+ VEGF BIRIE( x400 )
Fig. 5 Ad-ING4 combined with radiotherapy down-regulated expression of
VEGE in SPC-A1 transplanted lung adenocarcinomal x400 )

A: PBS; B: Ad; C: Ad-ING4; D: Radiotherapy; E: Ad-ING4 + radiotherapy
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