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Table 1 Primer sequences and product size

Gene Primer sequence Product size/bp

STGC3 Sense: CGGGATCCATGGTTCTTGTTTCTTAT 460
Antisense: GCCCCAAGCTTTTAGAGTAATAAAAGATTT

B-Actin Sense: GGACCTGACTGACTACCTC 553
Antisense: CATACTCCTGCTTGCTGAT

STGC3444 Sense: CCCAAGCTTGCCACCATGTCTCACTCTCATTTCCAGAC 321
Antisense: CGGGATCCTTAGAGTAATAAAAGATTTCTAGAT
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Fig. 1 Construction of the recombinant plasmid
pcDNA3.1(+)-STGC3* ™ #4
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Fig. 2 Identification of recombinant
by restrict endonucleases digestion
M: DL2000 marker; 7: pcDNA3.1(+)-STGC34' ~# cut with Hind Ill /
BamH 1 ; 2: pcDNA3.1(+) cut with Hindll/ BamH I .
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Fig. 3 STGC3 and STGC3*"** expression

detected by RT-PCR
M: DL2000 marker; /: CNE2; 2: CNE2/pcDNA3.1 (+); 3: CNE2/
pcDNA3.1(+)-STGC3; 4: CNE2/pcDNA3.1(+)-STGC341444,
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Fig. 4 Growth curves of the 4 cell lines
e—e: CNE2; A—a: CNE2/pcDNA3.1(+); m—m: CNE2/ pcDNA3.1(+)-
STGC3; ¢ —e : CNE2/pcDNA3.1(+)-STGC341™4,
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Fig. 5 Colony formation rates of 4 cell lines
(a) CNE2. (b) CNE2/pcDNA3.1(+). (¢) CNE2/pcDNA3.1(+)-STGC3. (d)
CNE2/pcDNA3.1(+)-STGC34" 4,
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Fig. 6 Cell cycle analysis by flow cytometry
(a) CNE2. (b) CNE2/pcDNA3.1(+). (¢) CNE2/pcDNA3.1(+)-STGC3. (d) CNE2/pcDNA3.1(+)-STGC38 M,
Table 2 The effect of STGC3 and STGC3*"“** expression on the cell cycle of CNE2 cells
Group G0/G1 S G2/M
CNE2 29.0+1.6 67.8+1.07 3.3+0.74
CNE2/pcDNA3.1(+) 30.7+1.5 67.2+2.1 1.7£2.1
CNE2/pcDNA3.1(+)-STGC3 553+34 29.8+3.4 15+6.6
CNE2/pcDNA3.1(+)-STGC34 444 41.2+2.4 44913 12.0+3.7

"P<0.01, CNE2/pcDNA3.1(+)-STGC3 and CNE2/pcDNA3.1(+)-STGC3*#* 5 CNE2 and CNE2/pcDNA3.1(+). ? P< 0.01, CNE2/pcDNA3.1

(+)-STGC34~M ;s CNE2/pcDNA3.1(+)-STGC3. n=4, x + s.
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Effect of STGC3 Gene Deletion Mutant on The Growth of CNE2 Cells*

LI Li", HE Xiu-Sheng"™, LUO Qiao", ZHANG Zhi-Wei", YAO Xu-Jiong”, CHEN Su-Qiong",
LI Chun-Cheng", WANG Li-Li", DUAN Rong", CHEN Zhu-Chu?”

(" Cancer Research Institute, University of South China, Hengyang 421001,China;
2 Cancer Research Institute, Central South University , Changsha 410078, China)

Abstract To investigate the function of Laminin G domain (LG domain) of STGC3 in human nasopharyngeal
carcinoma cell line CNE2. Recombinant plasmids pcDNA3.1(+)-STGC3 and pcDNA3.1(+)-STGC34 ™ were
respectively transfected into CNE2 cells by liposome-mediated transfection. Therefore, the CNE2/pcDNA3.1(+)-
STGC3 and CNE2/pcDNA3.1(+)-STGC34~#44 cell lines of stable expression STGC3 were established. Here, it is
reported that deletion of LG domain in this STGC3 reduces the tumor suppression activity of it, as demonstrated by
drawing growth curve, experimenting plate clone formation as well as detecting cell cycle distribution. The results
showed: the ability of STGC3*** suppressing CNE2 cell proliferation was obviously decreased to compare with
wild type STGC3 (n=4, P < 0.05). These results indicate that the LG domain is necessary for the tumor suppression
activity of the STGC3.
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