KERBILFI2EH B 158 F4%
K.CP.S. Vol. 15, No. 4, October, 1999

o v = [efl e} v o | o =
2z a-
Forel ] ol Welepde] b

= Abstract = -

Comparative Analysis of Clinicopathologic Features and
Tumor Suppressor Genes Expression According to
Growth Patterns in Colorectal Carcinomas

Gwan Soo Kwak, M.D., Sung Suk Paeng, M.D.!, Hee Jin Chang, MD.!
Sei Hyuk Park, M.D. and Kyong Woo Choi, M.D.

Departments of General Surgery and "Pathology, National Medical Center, Seoul, Korea

Purpose: Growth patterns of colorectal carcinomas can be divided into polypoid growth
(PG) and nonpolypoid growth (NPG). This study was intended to find characteristic clinic-
opathologic features and the expression status of p53, p21, and pl6 with relation to growth
patterns in colorectal carcinomas. Methods: Sixty-one surgically resected colorectal carci-
nomas including 43 PG and 18 NPG carcinomas were reviewed-in this study. Immuno-
histochemical stains for p53, p21, and pl6 were done, and the results were analyzed with
respect to growth patterns, and other prognosic parameters. Results: PG carcinomas were
significantly .correlated with adenoma (p=0.0001), and with favorable histology group
{p=0.04). On the contrary, NPG carcinomas were significantly correlated with unfavorable
histology group (p=0.04). In NPG carcinomas, the frequency of positive expression of p53
was higher and the expression of pl16 was lower than that of PG carcinomas. But there
was. no statistical significance (p=0.150, 0.210 respectively). The expression of p21 has
no difference between NPG and PG carcinomas (p=0.953). Conclusions: As a result, it
can be thought that the tendency of higher expression of p53. and lower expression of
pl6 in NPG carcinomas than in PG carcinomas may suggest more aggressive biologic
behavior of NPG carcinomas.
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Fig. 1. Non-polypoid growth (NPG) pattern of colon cancer. The lateral surface of the protruded lesion
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Fig. 2. Polyoid growth (PG) pattern of colon cancer. The lateral surface of the protruded lesion is covered

- by tumor cells.
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Fig. 3. a. Immunohistochemical stain for p53 showing nuclear staining (<200), b. Immunohistochemical stain for pl6
showing neclear staining (x<200), ¢. Immunohistochemical stain for p21 showing nuclear staining (X 200).
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Table 1. Clinicopathologic features of PG and NPG colo- Table 2. Expression status of p53, p21 and pl16 according

rectal cancers to the growth patterns
PG n=43) NPG (n=18) P value PG (n=43) NPG (n=18) P value
Location p53
Right 8 (19%) 2 (11%) Positive 24 (56%) 14 (78%)
Left 35 81%) 16 (89%)  0.708 Negative 19 (44%) 4 (22%) 0.150
Tumor size p21
>4 cem 22 (52%) 11 (58%) Positive 29 (67%) 12 (67%)
<4 cm- 20 (48%) 8 (42%)  0.642 Negative 14 (33%) 6 (33%) 0.953
- Differentiation plé
Well - 33 (77%) 9 (50%) Positive 31 (72%) 10 (56%)
Moderately/poor 10 (23%) 9 (50%) 0.040 Negative 12 (28%) 8 (44%) 0.210
Depth of Invasion
mfsm" i 8 (19%) 2 (11%)
pm/ssfse . - 35 (81%) 16 (89%) 0.708
Adenoma _
Yes - 24 (56%) 1 (5.6%) 3) PG NPGAOM 20| [HE ps3,
No 19 (44%) 17 (944%) 0.0001 p21 3! pl6eTHEHO| YlE] QAL
Lymphatic invasion
Yes 28 (65%) 14 (78%) PGYHa} NPGYoll Al Z3tEel whE p53 2]
No . 15 (35%) 4 (22%)  0.381 ulgl okAl-S B, wBILF o] PG4 pS3chyy
H metastasis A, o) opEEL 545%(3361%F 180l), NPGFolA
€s () (0
No 35 81%) 14 08%) 0736 € 777%0AF TR, FAEIEelAE A4
Angioinvasion - 60%(1041% 69)), 77.7% (9% 7 2™, p21ch
Yes 1 2%) 2 (11%) wio] whaekA o R3] PGl A p2inkd
MNo . 42 (98%) 16 (89%)  0.205 o] oFAUIE §2 66.7%(33A% 2201931, NPGS}
etastasis
Yes . 0 (0%) 1 (6%) 01]/“‘\“:‘ 44 4%(9"1]‘6‘ 4@“ 93\ ‘I] '6‘21'#9’]‘;'_'“0“11
No 43 (100%) 17 (94%)  0.295
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Table 3. Expression status of p53, p21 & pl6 of PG & NPG carcinoma according degree of differention

Well differentiation (n=42)

Moderately/poor differentiation (n=19)

P value P value
PG (n=33) NPG (n=9) PG (n=10) NPG (n=9)
" p53 0.218 0.434
Positive 18 (54.6%) 7 (717.7%) 6 (60%) 7 (77.7%)
Negative 15 (45.4%) 2 (22.3%) 4 (40%) 2 (22.3%)
p21 0.152 0.720
Positive - 22 (66.7%) 4 (44.4%) 7 (70%) 8 (88.8%)
Negative 11 (33.3%) 5 (55.6%) 3 (30%) 1 (11.2%)
plé - 0.866 0.120
Positive 23 (69.7%) 6 (66.7%) 8 (80%) 4 (44.4%)
Negative, 10 (30.3%) 3 (33.3%) 2 (20%) 5 (45.6%)
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