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Cx32 55 Cx43 M fBEZRIKN RS, 43 B H X K s 2800 VR FBLARN o ik o BROX 28046 1 01 K I s 4 L 43 ATRA ik
PR K BIPERI A, L 1X107%, 1X1077, 1X107%, 1X107" K& 1X107* mol « L™ ATRA At ¥ Caco-2
SWA480 4L, R MTT il 2 HoA Kl #; L 1X107° f& 1X107* mol « L™t ATRA kb3 SW480 4 fitg . 1
KPR e R 3, WA AR M 2 Cx32 J Cx43 MUBEBHPESR, 2550 . S PIMhXT B4l thie, ATRA Ab#i4]
Caco-2 }¢ SW480 i fifi 2 1X107* mol « L™" ATRA YEF] 24, 48 & 72 h 5, K MEI R BIEE (P<<0.01);
ATRA AbFEZ] SWA80 44 1X10 ° mol « L ' ATRA fEF 24 1 48 h J& . F¥ 88 R W] & MK T B o % B 41
(P<C0.05), ATRA ZbBHZH SW480 44 1X10 * & 1X10 "mol « L ' ATRA YEF] 24 #1148 hJ5, MIfE Cx32 &
CxA3 F ik FHPE ] 55 T 4% gl (P<<0.05). #5i. ATRA 0l 3§ K 4 40 il Cx43 K Cx32 ki, Jf
0t FEIG T ST R e, HRON AL AT A8 S A [R] B i A 1 04 B P AR R TR FH R 2 i Tl 3 TR R D RE R
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Effects of ATRA on Cx32 and Cx43 expressions and proliferation
and migration abilities of colorectal cancer cells

MENG Ling-jun’, LU Zhen-xia', SUN Bu-tong', BAI Lu-lu*, SHI Zhang-zhen', DAI En-yong"
(1. Department of Tumor and Hematology. China-Japan Union Hospital, Jilin University, Changchun 130033,
China; 2. Department of Pediatrics, First Hospital, Jilin University, Changchun 130021, China)

Abstract: Objective To investigate the effects of ATRA on the proliferation and migration abilities and
membranous distribution of Cx32 and Cx43 of colorectal cancer cells Caco-2 and SW480 and to elucidate the potential
mechanism. Methods The colorectal cancer cell lines Caco-2 and SW480 were divided into ATRA treatment groups
and control groups. The Caco-2 and SW480 cells were treated with 1X10 *, 1X10 7, 1X10 *, 1X10 ®and 1X
107 mol « L™ ATRA, and MTT assay was applied to detect the inhibitory rates of growth of Caco-2 and SW480
cells. After the SW480 cells were treated with the 1X10 ® and 1X10 * mol + L. ' ATRA, the wound healing
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assay was employed to determine the cell migration ability and flow cytometry was used to analyze membranous
distribution of Cx 32 and Cx 43 in SW480 cells. Results Compared with control group, the growth inhibitory rates
of Caco-2 and SW480 cells in ATRA groups after treated with 1 X 10 * mol » L ' for 24, 48 and 72 h were
significantly increased (P<Z0.01); the migration abilities of SW480 cells were dramatically decreased after treated
with 1X10 ®* mol+ L ' ATRA for 24 and 48 h ( P<C0.05); the membranous distribution of Cx 32 and Cx 43 of
SW480 cells was remarkably increased after treated with 1 X 107" and 1 X 107* mol « L™! ATRA for 24 and 48 h
(P<<0.05). Conclusion ATRA could increase the membranous distribution of Cx32 and Cx43 of colorectal cancer

cells and inhibit the proliferation and migration abilities, which may be involved in the interaction between connexins

and cytoplasmic proteins, as well as alteration of gap junctional intercellular communication.

Key words: colorectal cancer cells; all-trans retinoic acid; connexin 32; connexin 43
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DMSO By TC I35 85 % 3, KAk 3 R L. 1
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mol « L™" ATRA YE 48 h 5, MUK Cx32 PHMER
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Fig. 1 Membranous expressions of Cx32 and Cx43 in SW480 cells detected by flow cytometry
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AR, Wb TR R P REME . Cx B LN F23 AT
SEL S E SR S AR I K SRR s S|
B-catenin, Cx43 5 Pp-catenin %5 & & 0l W
B-cateninfi % N AL, J I 20 w3 o),

Cx SR LR %Y, Hr Cx43 LU Cx32
EHTRKZR 2 FiEfEE A, Cx43 1E K
S R AL RSE b o A b . DR AE MU N FRER X bk e
R B BEC 2 kA, e R B B R i B @ 0
Cx32 £ K i 9 4 L P J8E 1 49 A i 2b, B 2R RHU 2R 34
o, XAMSCAETERER B C SR E, TR B
TOMBI R . Cx32 5 KW a0 9 5%, mkik
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