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Abstract

he study has been done on 36 samples of biopsies which drawn from patients
suffering from ulcerative colitis, the samples were taken from female &
male of different ages. The goal was to observe the gene expression of the
suppresser tumor gene P53, & the suppresser apoptosis gene Bcl-2, by using in
situ hybridization technique. The results showed that there were relationships
between both genes (P53 & Bcl-2) in patients suffered from ulcerative colitis
compared with healthy individuals. The suppresser gene P53 gave 63% in the
high grade(3) , 29 % in the intermediate stage (2) & 8% in the low grade (1)
.While for the suppresser apoptosis gene Bcl-2 , the results showed increasing in
the activity of this gene , which gave 66% in the high grade(3) , 27% in the
intermediate stage (2) , & 7% in the low grade (1) . These results indicate
accumulated mutations in the gene P53 & increase in the activity of gene Bcl-2 in
inflamed colonic tissue of chronic ulcerative colitis. This gave an indication of

early detection for diagnostic, therapeutic and monitoring purposes.
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sl el sad 0e a0 (Sae angiogenesis  dxsed due sl (n 5SS pie O g tumor model
angiogenesis o e 058 el Al ae Jall Gl a5l Sise M gas ey LESY)
Sl ALl LAY ) LS ¢ 3o dae o) ) 2Uss ) granulation  tissue  Awwall Aaus¥) A LS
badll (e 223 e o) ol WA 5 fibroblast 4sialll 4 5 ;W) LA 5 4 el (al Y 5 macrophage
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inflammatory s &ile sl 4ulad) WAL gaill Jal e @lld Jie angiogenesis  Jalse () dpui )
COSSlaYls U 1 - OS5 casll Gise dalse g e lall o)) Al dal se ) Ji cytokines
. [21 ] osSsasll 5 prostaglandin -1 &2 Jis A e e Shad (6 —

Inhibition of apoptosis el & sall 2ia -5

1l ol phaal gl ld 1A | Al LAY 5 dandiall LOAY das G 380 )15 edad dpalie W) daY)
o3 A3l LA Y oncogenesis aosll 2l oladl galll <l LAl 8 33k ) g2 s o))
iy Lo e dolee DA diaay e yie Dige dllia ) a4V Al V) daa¥) L lpadlds
a5l WAL JiE 3l o) o)) sai el se (8 S35 0 e Jlainly o) 435090 230l O LS | apoptosis
538 3al) 3l 5l pe Alle e 3smy i (15 ¢ el sl e i) Al gy Lol V) Alally
Ol . necrosis Adall A ) g0 o il severe hypoxia 25> o) Aslu AibasS 3l e ga g
20 ] oA (N sl lgh ) shad sl 3 zaaall Csall A slie sl Al LA
cpall GLIES) UM e Jan sl 130 5 . als¥1 A5 g e paall o sall (5 sine alill (i  38De llia ¢
Jeny 3 ¢ B-cell 4l Cylu siall LIS ool ad i 8 davss 5504l 5dl oncogene Bel-2 (<))
19 Jeeosd) Gsall Jpas e B-cell Akl 40U WIAD aia e

«* (extent =1 , intensity =1 ) (ufigall ) il o(1) Jsi
(X40) > A ¢ 5l 6l lgilly Gabaall ) adaial) LA

il LMA 8 (extent =2 , intensity =2 ) (iogall Al patl) 1(2) J8&
(X40) A A1 G568l Glgilly Cabaall audl)
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