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The Aberrant Expression of p53 Protein in Liver Cell Carcinoma

Woo Young Jang, M.D., Dong Sug Kim, M.D., Ki Kwon Kim, M.D.
Tae Sook Lee, M.D., Chang Yoon Kim, M.D.’ and Hong Jin Kim, M.D.”

Department of Pathology, Preventive Medicine’ and General Surgery”
Yeungnam University College of Medicine

This study was carried out to evaluate the aberrant expression of p33 protein using immu-
nohistochemical method in 54 surgically resected liver cell carcinomas and to correlate it with
clinical and pathological findings. Twenty five out of 54 cases(46%) showed positive reaction
in the nucleus of liver cell carcinoma and negative reaction in associated 30 cases of cirrhosis,
one case of adenoma and two cases of adenomatous hyperplasia. The p53 protein expression
was associated with o-FP level(p<0.05), but not associated with HBsAg positivity. It was sig-
nificantly associated with WHO classification, Edmondson-Steiner grade and nuclear grade
(p<0.05), but not associated with tumor size, capsule formation, portal vein invasion, cirrhosis
in surrounding tissue, Eggel classification, special cell type and mitosis.

In conclusion, our results suggest that the aberrant expression of p53 protein can be an advisory
factor, at least, for prognosis evaluation. (Korean J Pathol 1995; 29: 607 —614)
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6) KtE®4A: ps3 gheubein g4 2 {3 &
7i7he] TAH L SPSSPC+ TR o] Bale] -

A5l 2 590 AT gloly ke 609

test2 HAstEen Fol4-FS povalue 0.05 o|ak 2
shad ch,

o H

F 543 Fabe 474BTRIHE o2 74l(13%)
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§ <dulgobsh2 HA FEET 390lF 300
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A, BY 7 EuldhyE SHveslds 4845 28
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Table 1. Comparison between p53 immunoreactivity and clinical prognostic factors in 54 liver cell carcinomas

pa3(%)
No. p value
(+) (-)
Age 3039 4 2(50) 2( 50)
40--49 15 3(20) 12( 80)
5039 21 13(62) 8( 38)
6069 13 7(54) 6 46)
T0~-T79 1 O ) 1 1000 N3
Sex Male 47 23(49) 24( 51)
Female 7 2(29) 371 N3
a-F P < 300 17 4(24) 13( 76)
=300 22 13(59) 9 41) <0.05
HBsAg (+) 28 12(43) 16( 5T)
(—) 20 11(55)

9{ 45) NS

M5: not significant

Table 2. Comparison between p53 immunoreactivity and gross findings in 54 liver cell carcinomas

p33(%)
N'ﬂ- I B P ?EIUE

(+) (—)

Tumor size <30 cm 12 7(58) 5(42)
=30 cm 42 18(43) 24(57) NS

Capsule formation (+) 43 18{42) 25(58)
(—) 11 7(64) 4(36) NS

Eggel Modular 4 20(45) 24(55)

classification Diffuse 0 0f 0) o 0)
Massive 10 5(50) 5(50) NS

MNS: not significant
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Table 3. Comparison between p53 immunoreactivity and microscopic findings in 54 liver cell carcinomas

p33(%)
No, p value
¢ (+) (=)
WHO Trabecular 36 13( 36) 23( o4)
classification Pseudoglandular 1 o o 101007
Compact 13 8( 62) 5( 38)
Scirrhous 4 4(100) 0 o <0.05
Edmondson-Steiner 1 1 o o 10106
grade 1 9 2( 22) 70 TE)
1l 36 16{ 44) 2 56)
v 8 7( 88) 1{ 12) <0.05
Nuclear grade 1 16 5( 31) 11{ 69)
n 32 15( 47) 17( 53)
1m 6 5( 83) 1{ 17 <005
Special cell type Clear cell i) 2( 33) 4( 67)
Giant cell 0 o m o o
Spindle cell 1 1100y o m NS
Mitosis < 110 HPF 25 11( 44) 14 56)
10~ 1%/10 HPF 16 T 44) 9 56)
20--29/10 HPF 8 3 38) 5( 62)
=310 HPF 5 H BO) 1{ 20) NS
PV invasion (+) 24 O 38) 15( 62) NS
(=) 30 16{ 53) 14( 47)
Cirrhosis (+) 30 10¢ 33) 200 67) NS
(=) 24 15( 63) 9 37)

PV: Portal vein, HPF: high power ficld, NS: not significant
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