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SONG Wei-ging?, LIU Yu? ,WEI Jin-ying? ,ZHOU Bao-jun 1, HAN Cai-li%,CHEN Yi?

1. Department of Gastrointestinal Surgery , Secondary Affiliated Surgery , Hebei Medical University , Shijiazhuang 050000 , China;2. Department of Pathology , Hebei Medical
University

M E3
* ZHEICHR
o MXIE

4-3r: PDF (148 KB) HTML (0 KB) frili: BibTeX | EndNote (RIS) 1% %t ¥kl

W HI HREIT S 7 2 fip38MAPK A Scelecoxib (COX- 20 FEPEHIEIFD HillRifIfEI % 5COX- 2106 %, Jrik MTTER
Mlcelecoxibx A4 HT- 2940 iU L K FI/EM, FlWestern bloti&le £ 4141 liCOX-2HIPhosph—p38MAPK & (1A, KM =, .

- s . P - HEARSCHER S A
w2 A Al celecoxib FISB203580 (p38MAPKEE SN VEH FFHT- 2940 i J8 LRI 4 i J8 3 /3. 2558 p38MAPKAI -
COX-2i R T 50 M4 (0. 23+0.12) (0.95+0. 14) #flk, celecoxibm[{fp38MAPKH [14iAK VW 2T (0. 62+ ~
0. 11) , IMifliCOX-2%& [1KIE/K T F#E (0. 44+0. 11) ; SB2035801p38MAPK (0.12+0. 05) KCOX-2%[1 (0. 23+ A=
0. 13) #EKTHIK(E: SB203580RIcelecoxibILIifEE, p3BMAPKEL KAt TcelecoxibRISB203580(EH 2 1] (0. 43+ & mail Alert
0. 12) , COX-2%&ikf FIEMEHE% (0. 15+0. 10) ) . celecoxibfileeleeoxib+SB2035804) il i % i $HT-204u - RSS
(P (0. OLHIP 0. 05) , SXfM4l (4. 31%) AHEL, HIHT:#53 5040, 95%. 26. 24%. 45 fEHT2941t, SR Ok S
celecoxibf il i i 1L p38MAPKII 175 S 45 41 L 12, p38MAPKJE:COX- 2 Leiiis, COX- 24 ik7K 32 p38MAPKIIH:, AR
J H.COX-21 g X p38MAPKH i [ It il 15 1l . celecoxibiill i COX- 2 J I AN p38MAPKH i 175 5 I8 48 A 12 i K 45 e i a E
JVE

Fo
FKHEIT . SRk COX-2  p38MAPK {595 JHT: R
Abstract: Objective To investigate the role of p38MAPKin mediating celecoxib (COX-2 selective inhibitor) inhibited the growth o
of tumor in colon cancer cells and it s relationship COX-2. Methods  The cell gowth activity of HT-29 cells after the treatment by ?:Mfi
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celecoxib was observed by MTT assay , flow cytometry was used to observed the effect of celecoxib and SB203580 (p38MAPK
specific inhibitor ) on apoptosis and the cell cycle dist ribution of HT-29 cells , the expression of Phosph-p38MAPK and COX-2
protein was detected by Western blot . Results Compared with the expression of p38MAPK(0. 23 +0. 12) and COX-2 (0. 95 +0.
14 ) of control group , p38MAPK expression ( 0. 62 +0. 11 ) was higher than control

group , while the expression of COX-2 (0. 44 +0. 11) was lower than cont rol group which was treated by celecoxib. SB203580
could decrease the expression of p38MAPK(0. 12 +0. 05) and COX22 (0. 23 +0. 13) ;the expression of p38MAPK(0. 43 +0. 12)
was lower than control group , which was between celecoxib and SB203580 , the decrease of COX-2 was most significant (0. 15 +
0. 10) . Compared with the apoptosis of cont rol group (4. 31 %) , celecoxib and celecoxib + SB203580 induced apoptosis
significantly (P < 0. 01 and P < 0. 05) , the apoptosis rate of them was 40. 95 % 26. 24 % respectively. Conclusion Celecoxib
can induced the apoptosis of human colon cancer HT-29 cell lines , which may through the activation of p38MAPK. In signal t
ransduction of HT-29 cell lines , the upst ream kinase of COX-2 is p38MAPK, the expression of COX-2 was regulation by
p38MAPK, which has the effect of degenerative feedback regulation by COX-2. Celecoxib induced the apoptosis of tumor cells and
play the role of anti-neoplasiasm through COX-2 and p38MAPK.
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