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Abgtract :Objective  To investigate the role of p38MA PK in mediating celecoxib (COX-2 selective inhibi-
tor) inhibited the growth of tumor in colon cancer cells and its relationship COX-2. Methods The cell
gowth activity of HT-29 cells ater the treatment by celecoxib wasobserved by MTT assay , flow cytome-
try was used to observed the efect of celecoxib and SB203580 (p38M A PK specific inhibitor ) on apoptosis
and the cell cycle distribution of HT-29 cells, the expresson of Phosph- p38MA PK and COX-2 protein
was detected by Western blot. Results Compared with the expresson 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 control group which was treated by
celecoxib. 98203580 could decrease the expresson of p38MA PK(0.12 +0.05) and COX-2(0.23+0.13) ;
the expression of p38MA PK (0.43 + 0.12) was lower than control group , which was between celecoxib
and $B203580 , the decrease of COX-2 was most significant (0. 15 £0.10) . Compared with the apoptosis
of control group(4.31 %) , celecoxib and celecoxib + SB203580 induced apoptosis significantly ( P < 0.01
and P<0.05) , the apoptoss 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 sgnal transduction of HT-29 cell lines, the upstream kinase of COX-2 isp38MAPK, the
expresson of COX-2 was regulation by p38MA PK, which has the effect of degenerative feedback regula
tion by COX-2. Celecoxib induced the apoptosis of tumor cells and play the role of anti-neoplasasm
through COX-2 and p38MA PK.
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; 8QJ mol/L 72h , ,
50.07 % celecoxib HT-29 celecoxib B203580 HT-29 ,
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2.2 coxib  SB203580 HT-29 ,
(G/ G) 3.31% 65.24 %, 2
1 ceecoxib  HT-29 (xx9
Group 24h 48h 72h
ODs7no I R( %) ODsno IR( %) ODsno IR( %)
Control 0.286 +0.039 — 0.457 +£0.081 — 0.721 +£0.080 —
DM SO 0.276 £0.057 0.72 0.411 +0.063 1.01 0.690 +0.010 1.97
celecoxib{ mol/L)
20 0.257 £0.020 6.88 0.364+0.015" 12.71 0.605+0.189 "~ 13.38
40 0.251+0.024 9.05 0.300+0.078" "  28.87 0.352+0.040 " 47.60
60 0.230+0.054"° "  16.67 0.210+0.040 "  40.29 0.366+0.043" " 48.59
70 0.219+0.035" "  17.02 0.187+0.045" "  45.15 0.359+0.061" " 50.70
100 0.100+0.037° " 60.14 0.091+0.071"° " 79.13 0. 071+0.052"" 90.15
Compared with control group,” P<0.05 ~“ P<0.01 IR:Inhibitory rate
2 HT-29
Groups Apoptosis rate Eroliferation Distribution of cell cycle
(%) index (%) Sphase G/ M phase G/ G phase
Control 4,31%0.27 45.07 +1.69 30.07+1.53 15.13+0.93 66.20 +1.64
celecoxib 40.95+0.83"" 15.81+0.78 " " 23.17+0.72° 10.57 +£0. 10 70.01+2.10
B 5.36+0.77 41.15%0.10 25.43+0.55 11.71+0.49 69.86 +2.60
B+C 26.24+0.99° 20.93+0.98 " " 16.43+0.86 " " 9.65+0.47 80.92+2.76 "
Compared with control group,” P<0.05 " " P<0.01
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