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Table 1. Age and sex distribution in colorectal carcinoma

Male Female Total
Age
(years)
No. % No. % No. %
0- 9 0 0.0 0 0.0 0 0.0
10-19 0 0.0 0 0.0 0 0.0
20-29 0 0.0 0 0.0 0 0.0
30-39 4 13.8 2 53 6 9.0
40— 49 3 10.3 5 13.2 8 11.9
50-59 10 345 14 36.8 24 358
60— 69 6 20.7 14 36.8 20 29.9
70-79 6 20.7 2 53 8 11.9
8089 0 0.0 1 2.6 1 1.5
Total 29 100.0 38 100.0 67 100.0
o (100.0)
(43.3) (56.7)
Table 2. Location and gross appearance in colorectal carcinoma
Borrmann’s classification
Location I i it v Total
No. % No. % No. % No. % No. %
Cecum 0 0.0 3 8.1 1 38 0 0.0 4 5.9
Ascending colon 1 25.0 6 16.2 8 30.8 0 0.0 15 224
Hepatic flexure 0 0.0 1 2.7 2 7.7 0 0.0 3 45
Transverse colon 0 0.0 3 8.1 0 0.0 0 0.0 3 4.5
Splenic flexure 0 0.0 2 54 0 0.0 0 0.0 2 3.0
Descending colon 0 0.0 1 2.7 1 3.8 0 0.0 2 30
Sigmoid colon 1 25.0 5 135 2 7.7 0 0.0 8 11.9
Rectum 2 50.0 16 433 12 46.2 0 0.0 30 44.8
Total 4 100.0 37 100.0 26 100.0 0 0.0 67 100.0
6.0) (55.2) (38.8) 0.0) (100.0)
FFTHAA po2rme 8, 2, AEAH F ZTFFHAA po2m™e %3, FEEEsh A

Aoz #AFLYem(zE 1) p1ve AFur
o MEFA f ®ol dHEATHZE 2).

ZASH 2R/ Y 28t e 2A(F 3, 4)

10k

B3 AgE, AALFT Fgvs&o] z4z} 97.
0%, 100.0%, 90.0%, 100.0%%F =), 2 L4Z
A e iR v, ZFHd R vEgti(a
g 3). p1te &3, FEEEs AEsdd
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c-myc

Fig. 1. Positive reaction of p62 in the nucleus, cytoplasmic membrane, and cytoplasm. ABC method x200.

ras

Fig. 2. Positive reaction of p21™ in the cytoplasmic membrane, and cytoplasm. ABC method x200.
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c-myc

Table 3. Expression of p62 in colorectal carcinoma according to histologic type and differentiation

Distribution Intensity
Histologic type
and Diffuse Focal Negative ++ +
differentiation
NOC NOPC(%) No. % No. % No. % No. % No. %
Adenocarcinoma
Well diff. 35 34( 97.0) 15 42.8 19 54.2 1 3.0 18 51.3 16 45.7
Moderately diff. 20 20(100.0) 8 40.0 12 60.0 0 0.0 7 35.0 13 65.0
Poorly diff. 10 9( 90.0) 2 20.2 7 70.0 1 100 1 10.0 8 80.0
Mucinous ca. 2 2(100.0) 2 1000 0 0.0 0 0.0 1 50.0 1 50.0
Total 67 65( 97.0) 28 41.8 37 552 2 3.0 27 40.3 38 56.7
P =0.59.
NOC: Number of cases, diff: Differentiated.
NOPC: Number of positive cases, ca.: Carcinoma.

Table 4. Expression of p21™ in colorectal carcinoma according to histologic type and differentiation

Distribution Intensity
Histologic type
and Diffuse Focal Negative ++ +
differentiation
NOC NOPC(%) No. % No. % No. % No. % No. %
Adenocarcinoma
Well diff. 35 32(91.4) 18 51.4 14 40.0 3 8.6 8 22.8 24 68.6
Moderately diff. 20 19( 95.0) 8 40.0 11 55.0 1 5.0 7 35.0 12 60.0
Poorly diff. 10 9( 90.0) 3 300 6 60.0 1 100 2 20.0 7 70.0
Mucinous ca. 2 2(100.0) 1 50.0 1 50.0 0 0.0 0 0.0 2 1000
Total 67 62( 92.5) 30 44.7 32 47.8 5 75 17 254 45 67.1
P=0.81.
NOC: Number of cases, diff: Differentiated.

NOPC: Number of positive cases, ca.: Carcinoma.
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Fig. 4. Positive reaction of p21™ in well differentiated adenocarcinoma. ABC method x200.
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Table 5. Expression of p62
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in colorectal carcinoma according to Dukes stage

Distribution . Intensity
Dukes stage Diffuse Focal Negative ++ +

NOC NOPC(%) No. % No. % No. % No. % No. %

A 0 0 0.0) 0 0.0 0 0.0 0 0.0 0 0.0 0 0.0
B, 17 16( 94.1) 14 82.3* 2 11.8 1 59 9 529 7 41.2
B, 25 24( 96.0) 8 320 16 64.0 1 4.0 9 36.0 15 60.0
C, 5 5(100.0) 2 40.0 3 60.0 0 0.0 3 60.0 2 40.0
C, 18 18(100.0) 3 16.7 15 83.0 0 0.0 6 333 12 66.7
D 2 2(100.0) 0 0.0 21000 0 0.0 0 0.0 2 100.0
Total 67 65( 97.0) 27 40.3 38 56.7 2 3.0 27 40.3 38 56.7

P=0.27, » p=0.03.

Table 6. Expression of p21™

NOC: Number of cases,

NOPC: Number of positive cases.

in colorectal carcinoma according to Dukes stage

Distribution Intensity
Dukes stage Diffuse Focal Negative ++ ‘ +
NOC NOPC(%) No. % No. % No. % No. % No. %
A 0 0(C 00) 0 0.0 0 0.0 0 0.0 0 0.0 0 0.0
B, 17 15( 88.2) 5 29.4 10 58.8 2 118 3 17.6 12 70.6
B, 25 24( 96.0) 17 68.0 28.0 1 4.0 16 64.0 8 320
(o 5 5(100.0) 2 40.0 60.0 0 0.0 2 40.0 3 60.0
G, 18 16( 88.9) S 27.8 11 61.1 2 110 3 16.7 13 72.2
D 2 2(100.0) 1 500 1 50.0 0 0.0 1 50.0 1 50.0
Total 67 62( 92.5) 30 44.7 32 47.8 5 75 25 373 37 55.2
P=0.928.
NOC: Number of cases. NOPC: Number of positive cases.

YolghEe Yol 27t 914%, 95 &ol 941%ET WFEo| muy, By we
0%, 90.0%, 100.0%% 31, 9+ nE3 MdFEe oA TH2Y 5). Stage BojA9o] FAWrLELS
EE ngd grgoz FAFHJHIH 4). 96.0% 3 HF-& 44, FFdoldovt 4

A FFdE BAT. Stage Col FPEES
Dukes stageoil & A24(Z 5, 6) 100.0%1 51 HF2 ool ot Z4kd
FTFFAA p62-™e Stage BollA XS <& E3 Stage o] FH-EEL 100.0%
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Fig. 5. Positive reaction of p62°™° in modified Dukes stage B,. ABC method x200.

Fig. 6. Positive reaction of p21™ in modified Dukes stage B, ABC method x200.
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B oRRE Fageln fergelsln Aol
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A S B9t} Stage Do| FAJEFL &2 100.

0% 3L BT Faydoeln] ek ol

FTERAAL p21me] TH L Stage Bioll A FA
Hg-&o] 882%%5 F-#ol 4, FFAd
oIt Stage Boll M= Fdut-E&ol 96.0%%A
I, R vRHy, A eldri 2 d o).

n‘.

Aty U Mol waol

Stage Ci2] FJukg&L 100.0% 3 & p21=E YT kol o wgken
o] ZaA, FFAgo|Utt. Stage GO FPuHS& F2 nRHY, FFd ol
Table 7. Expression of p62°™" in primary and metastatic colorectal carcinoma
Distribution Intensity
Diffuse Negative ++ +
NOC NOPC(%) No. % No. % No. % No. % No. %
Primary 20 20(100.0) 4 200 16  80.0 0 00 8 400 12 600
L/N meta. 18 17( 94.4) 7 380 10 556 1 5.6 8 444 9 500
Liver meta. 2 2(100.0) 1 50.0 1 50.0 0 00 0 0.0 2 1000
P=0.127.
NOC: Number of cases, L/N meta: Lymph node metastasis.
NOPC: Number of positive cases, Liver meta: Liver metastasis.
Table 8. Expression of p21™ in primary and metastatic colorectal carcinoma
Distribution Intensity
Diffuse Negative ++ +
NOC NOPC(%) No. % No. % No. % No. % No. %
Primary 20 18( 90.0) 7 350 11 55.0 2 100 5 25.0 13 650
L/N meta. 18 13( 72.2) 5 27.8 8 444 5 278 2 11.1 11 61.1
Liver meta. 2 1( 50.0) 0 0.0 1 50.0 1 500 0 0.0 1 50.0
P=0.28.
NOC: Number of cases, L/N meta.: Lymph node metastasis.
NOPC: Number of positive cases, Liver meta: Liver metastasis.
o F Chang S"ol] o8] QA ol¥2, dejrslx o
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N-myc, L-myc 22 wWFoiXE=d, 53] c-myc
Zd5AARE 4984 A (chromosomal
translocation), A2} A vl & (gene rearrangement),
SAA ZE(gene amplification)o] <J3) &4 3}
3™ ojw A7) Zorg Azl ARSI 62,000
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-Abstract-

Expression of Oncogene Product in the Colorectal Carcinoma

Young Ran Shim, Woo Young Jang, Kyoung Chan Choi,
Joon Hyuk Choi, Won Hee Choi

Department of Pathology
College of Medicine, Yeungnam University

Taegu, Korea
Min Chul Shim
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College of Medicine, Yeungnam University

Taegu, Korea

The expression of p62°™ and p21™ can be seen in many solid tumor, but the pattern and incidence of
expression were different according to organ, countries, and examiners, thus it is not definitely defined.

Total 67 colorectal carcifoma in paraffin sections are analysed by immunohistochemically for evaluation of
the p62°™°and p21™ expression according to the age, sex, chief complaints, location, differentiation, modified
Dukes stage, using the specific monoclonal antibodies.

The results were summarized as follows :

The age of patients ranged from 32 years to 82 years. The mean age was 57.6 years. The expression of p
62°™ and p21™ was not correlated with age.

Male was 29 cases(43.3%) and female was 38 cases(56.7%). The male to female ratio was 1:1.31. The
expression of p21™ was increased in female(p<0.05).

Abdominal pain(43.7%) was the most frequent chief complaint.

The most frequent tumor location was rectum(44.8%). The expression of p62°™° was increased in the
rectum(p<0.05).

The 65 cases(97.0%) out of 67 cases showed positive reaction of p62°™° in the nucleus, cytoplasmic
membrane, and cytoplasm. The 62 cases(92.5%) out of 67 cases showed positive reaction of p21™ in the
cytoplasmic membrane and cytoplasm.

The positive rate of p62°™°and p21™ was 97.0% and 91.4% in well differentiated adenocarcinoma, 100.0%
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and 95.0% in moderately differentiated adenocarcinoma, 90.0% and 90.0% in poorly differentiated
adenocarcinoma, 100.0% and 100.0% in mucinous carcinoma.

The positive rate of p62°™°and p21™ was 94.1% and 88.2% in Dukes stage B;, 96.0% and 96.0% in Dukes
stage B,, 100.0% and 100.0% in Dukes stage C,, 100.0% and 88.9% in Dukes stage C,, and 100.0% and 100.
0% in Dukes stage D.

The expression of p62°™ in metastatic colorectal carcinoma showed diffuse and strongly positive reaction
than primary colorectal carcinoma. The expression of p21™ in primary colorectal carcinoma showed diffuse

and strongly positive reaction than metastatic colorectal carcinoma.

Key Words: Oncogene, Immunohistochemistry, Colorectal carcinoma



