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There are a lots of evidences that colorectal cancer arise as a result of multiple alterations
of genes. Many attempts were made to understand the role of oncogenes and suppressor genes
as a prognostic indicator, recently. Although histopathologic staging of tumor is the most im-
portant prognostic factor up to now, it is not enough to be used with full confidence. Apoptosis
or programmed cell death represents a deletion of damaged or natural cell mechanism. The
hel-2 proto-oncogene is known as a inhibitor of apoptosis that may allow accumulation and
propagation of cells containing genetic alterations.Overexpression of bel-2 probably plays a role
in colorectal carcinogenesis. The aim of this study was to determine bel-2 and p53 expression
in eolorectal carcinoma in correlation with apoptosis, clinical parameters, and histopathology,
and to test their prognostic significance in patient with colorectal carcinoma. The bcl-2 and
pid protein were identified by immunchistochemical staining using monoclonal and
polyclonal antibody. The apoptotic index was detetermined by microscopic examination of
hematoxyln and eosin-stained sections at x400. The materials subjected to this study were 54
paraffin-embedded colorectal carcinomas, which were collected randomly from January of 1992
to December of 1994 at Department of Surgery, Chosun University Hospital. Of 54 cases, 21(38.9
o) and 22(40.7%) showed positive expression of bel-2 and p53 protein respectively. Mean
apoptotic index(Al) was 2.99% in colorectal carcinoma. Bel-2 expression did not correlated with
p53 expression or apoptotic index. Positive expression ofpb3 or Al was not correlate with any
other clinical and pathologic parameters. An inverse correlation was found between bel-2 ex-
pression and increased tumor stage or lymph node metastasis (P<0.05) In cenclusion, these
results suggest that bel-2 expression is significant associated with early stage in colorectal car-
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cinoma. But bel-2, pb3 and Al can't be a independent prognostic factor in colorectal carcinoma.
Further investigations to clarity its possible role in contrelling the tumor development and

growth of colorectal carcinoma are needed.

Key Words: bel-2, pb3, Apoptosis, Colorectal carcinoma

M =

Hallzhz) dadggte] 25 A3 35
A5 & SEhsde Fetelo A 2§ =2 et
el 2Ese] steond, e wlz|e] glelele A
By AEEe alelr) dde A5rh gel sle] 7lEe
WS Bebsbo ) ARG o Salabe) whzle] Has)
Fila s

AP EESE fHgahe) WAe 2 ogke] glals]
= WS Az wHEgm, o5 AEFA} ¥
Eheof Had ARG 9 fHzr G 2l e
g b & qHEla o5 "AdEe] 2)e ] Ak
AT EEE HE el ghe] wtEE e gle
=t glel,

ol kst Ae] sleld qhedd] f-Aate] Wi
7t FaA Ha gled, olzie] wHele} gaAe] HA
of 2laf o 43 FARAAES 7)5e] 24T 0B
Az ghdighe] Yejuf= Ao B MarE|w gt} 1
e b2 shaiAle) b A FHale] W)z} 23
ol gdEe g2 Holrl Uojrir] ga = 4|
EEH % rdn dE3aes sle A fHze] 4
o] Ha® Aas Hzpyc

Bel-2 hebf-#ak= 14:18(q32:q21)3 44 43
2] #Asp2 el follicular lymphoma'#i| 4] #-2
o0& Zlag ol =¥ xAe} Ao bel-2
of 2|§h A Egde] «dzte] F9E%Y, apoptosiss
ol #Hste] FAal Wl gl MEe] S35 F4
tedats Few sbdx gheh o]2|§ apoptosis<]
E2AFAAe o27pA7) A gled, 2 F shi
2§12 ¢k23 pb3 F A= Bax ¥ S £7147)
3 AdEe® bel-2 HEE YA4# apoptosisE
Z 708 o2 4= g,

Non-Hodgkin's lymphomasl 4] blc-22} p532]
A4 B2 zhrhe] ok ke wla] Eakgl & F-9)

Tedo] glaln, Fedebel 4] ble-29} p53e] g4y #
Azt BRauEy gled, ole ol2ldk FAHASo
apoptosis®| Ao & abEalo] okl 3hedd}e
et Afztsic)

olol AAbgEe ofFaFabel 4 ble-22h p53 FHa
& deaglatale g st gl @ weers 4
?H_E'Jr & fra3abele] AlgaAE solr vz £ o

I“;ﬂﬁl-%il'-'-]-.

HE L e
1) cHat

1992+ 195 1994 1287)=] =g m
Wl gapata e Ao g AIG.HUH:L
Fats Y47S @ 2npe R@e] gkidla 3
Zalrb Aheelbedd 549E FAsgR FEshg e,
199611 8473 AEoAN-F Zals}eic].

2) & 4

el adha Fabell Ab2% 13 gl p53 sup-
pressor gene producte] oigb wHEFE£8 3 (mono-
clonal mouse anti-human p53 protien, DAKO-
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Table 1. Association of bel-2 & p53 expression with clinicopathologic findings in colorectal cancer

(m=>54)
No of expression(%)
Mo. of case
bel-2 p53 Coexpression

Age

= 30 2 0 201000 1]

31~50 11 T63.6) 4(36.4) 2(18.2)

= 50 il 14(34.1) 16(39.0) 3(7.3)
Sex

Male 25 10{40.0) 9(36.0) 0

Female 29 11{37.9) 13(44.8) a(17.2)
Histology

Well 16 9(56.3) 5(31.3) 0

Moderate 26 9(34.6) 12(46.2) 5(19.2)

Poor B 2(25.0) 5(62.5) 0

Mucinous 5 1(25.0) 0 i
Depth of invasion

Muscularis 11 3(27.3) 5(45.5) ]

Subserosa 10 T(70.0) 4(40.0) 3(30.0)

Pericolic 33 11(33.3) 13(39.4) 206.1)
LN meta

1] 34 1B8(52.9) 11{32.4) J(8.8)

1~4 12 2(16.7) 7(58.3) 1(8.3)

=5 B 1(12.5) 4(50.0) 1(12.5)
Tumor size

= 4cm 19 5126.3) B(42.1) 2010.5)

=4 35 16(45.7) 14{40.0) 3(8.6)
Location

Colon 20 9(45.0) 5(45.0) 2010.0)

Rectosigmoid 34 12{35.3) 13{38.2) 3(8.8)
Stage

El T 3(429) 4(57.1) 1(14.3)

B2 27 15(55.6) 7(25.9) 207.4)

Cl 5 1(20.0) 2(40.0) 0

C2 14 17.1) 8(57.1) 1(7.1)

D l 1(100) o0y 1100
Apoptotic index

= 2.99 25 12{48.0) T(28.0) 2(8.0)

> 2.99 29 9(3L.0) 15(51.7) 310.3)

index2}2] abdgtAle] slejd FAH Fade 33 ghale] vpe] wl vl Feke] 23] 5l =7, Dukes
2] edaba, bel-29) p53g] FAIEEL 54(9.3%)8 Wy, zARsHe FeGgE, x|, Y& g
A rEEgew FAaes fre]a BabeicHTa-  apoptotic index 53 p532) itde zhzhs] wlud
ble 1) off 4] EAlEtEe R gk xbels= §lgick(Table 1)
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Fig. 1. Intranuclear immunostain for p53 gene product in well differentiated adenocarcinoma.
ABC method counter-stained by hematoxylin(x 100).Negatively stained adjacent normal
mucosa discloses in the right.

Fig. 2. Diffuse intranuclear immunostain for p53 gene product in poorly differentiated
adenocarcinoma. ABC method counter-stained by hematoxylin(x= 100).
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Fig. 3. Focal intracytoplasmic immunostain for bel-Z2 in well differentiated adnocarcinoma.
ABC method counter-stained by hematoxyin(=200).

Fig. 4. Diffuse intracytoplasmic immunostain for bel-2 in poorly differentiated adenocar-
cinoma. ABC method counter-stained by hematoxylin{ =200
Inset; Positive control for bel-2, diffuse intracytoplasmic immunostain in malignant B-
cell lymphoma.
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bel-2 f-Aabe] spm e 14:18(q32:q21)50 45
#2] dAxiE tepdt follicular lymphoma' =]+
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apoptosisell 34t d7F FFeow HaFged, 2
=2 el wEA dabdfd e Tle Agdede
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Ut #l-% down regulation® -+ 9]2-8 el g,
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Hedgkin's lymphoma*'«l| 4 bcl-22} p532] 54]&
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apoptotic index+ FH4 2.995ch,

2) bel-2 485} p53 wh4 % apoptotic index®}
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3) bel-28} p53¢] F4] WL 0.3% 2 velton
ol 9 pb3 WaE Fale] o] W M Foks] g
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