s
BasH 1M *1Ee

B Wsi il 2016 4E 1 A

Bk TSPAN1 HI$I N &AM EKTNEZE

R KEE s RiFxR RAEE KRA

M E HB#K TSPANI RERESZ W AZS E M A0 MR A3 8 VT BORIEZ 28, Jik MR 7 WD U5 28 41 0% 7 1% 2 57 TSPANT fit
KNG H W5 HCTL16 41 &, CCK - 8 i I A Al R Al Transwell 5256 43 530K I i 26 TSPANT () 41 i A 4 i =R R LT 8% A
122207 o #R BB SC B0 A M TSPANT Xof W 7 B0 52 W o X1 38 i 50 36 30 9IF TSPANT X Mt 34 32 32 {& il TGF — B 32 {4 1% 1 19
S, ZR Bk TSPANL (1 HCT116 406 A9 & K i 3R s B = 28 B8 ) 0 35 W AIK o 6 R B 43 900 T S5 W8 7 R0 gl 2% TS-
PANI () HCT116 41 fd , & & e 3 #4848, I FL A LA LTS R #7013 2% 1k TSPANI fif % 34 75 Mk 34 3 32 1R 1 TGF - B Z 1k,
£5i¢  TSPANT ] AR ot W 8 K B2 MR TGF — B 32 (43 #% 5 18 5 20 i 3 5 A0 {2 28 2 B2, OF H oW TR Y7 45 01 d 4 3k 17 98 A6 A 3 40
B o

X#1W TSPANL #ZiEMi I 7% TGF-B

hESES R73 Lk ARIR A A DOI 10.11969/j. issn. 1673-548X.2016.01.008

Knockout of TSPAN1 Inhibits Tumor Growth and Metastasis of Human Colon Cancer. Xing Nana,Zhang Huihui, Xie Jiaqi, et al. Col-
lege of Life Sciences, Wuhan University, Hubei 430072 ,Chnia

Abstract Objective TSPANI affects human colon tumor cells on proliferation, migration and invasion. Methods We estab-
lished a TSPAN1 — deficient HCT116 cell line by adenovirus homologous recombination. Then we used CCK -8, colony formation, wound
healing and Transwell assays to detect the rate of cell proliferation and the ability of tumor formation, migration and invasion of TSPAN1 —
deficient cells. With nude mouse tumorigenicity assay, we also tested the effect of TSPAN1 on the spread of tumor. Dual luciferase experi-
ment validated that TSPANI effected the activity of estrogen receptor and TGF — beta receptors. Results The rate of cell proliferation and
the ability of tumor formation, migration and invasion were significantly reduced in TSPAN1 - deficient cells. We also injected HCT116
and TSPANI - deficient HCT116 cells into athymic nude mice via the tail vein, and found a dramatic reduction of tumor cell migration.
Mice injected with TSPAN1 — deficient cells showed prolonged survival. Overexpression of TSPAN1 could active estrogen receptor and
transforming growth factor — B receptor. Conclusion TSPANI1 might regulate cell migration and invasion through these pathways. Thus,
we suggest that TSPAN1 may be a novel therapeutic target for colon cancer treatment.
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