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The Effect of Precperative Treatment on Cell Kineties and
Patients Survival in Hepatocellular Carcinoma

Yoon Jung Choi, M.D.. Hoguen Kim, M D, Chanil Park, M D. and Woo Hee Jung, M.D.
De partment of Pathology, Y omset University College of Medicine

To evaluate the effect of preoperative treatment on proliferative activity and prognosis of the
hepatocellular carcinomas(HCCs), fifty-three surgically resected HCCs were studied. Twenty
cases were treated preoperatively and thirty-three were not treated before surgery. The prolife-
ration index(Pl, % of proliferating cell nuclear antigen positive cells) of the remaining cancer
cells following pretreatment was 27.39, which was slightly lower than that of not-pretreated
cases(35.41). Although PI was similar among gross types and among histologic grades, tumors of
the expanding type and of the histologic grade I revealed distinctly low PI in pretreated cases,
Two-year survival rate was not significantly different between pretreated and not-pretreated
cases(67.4 vs 52.7). But the differences between gross types(p<005) and between histologic
grades(p<001) were significant. Total necrosis of tumor occurred in five pretreated patients, all
of whom were alive during two-year follow-up. Smaller HCCs showed better prognosis(p<0.01).
Although Pl appeared not correlated well with the two year survival rate, the pretreated HCCs
with low Pl showed better survival than those with high PI(p</0.05). The results indicate that.
preoperative modalities induce tumor necrosis, but do not reduce the proliferative activity of
tumor cells significantly, and that pretreatment does not affect the long-term prognosis of HCCs
except for the occasions of total necrosis of tumor. (Korean J Pathol 1994; 28: 605~611)

Key Words: Preoperative modalities, Proliferative activity, Hepatocellular carcinoma, Small
hepatocellular carcinoma, Prognosis
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Table 1. N umber of cases according to the preopera-
tive treatment modalities

Preoperative treatment

Mo, of cases

modalities

Chemotherapy + Embolization 3

Chemotherapy + Embolization
+ Lipindol Injection 14
Radiotherapy +Hyperthermia 1

Chemotherapy + Radiotherapy
+Hyperthermia 2
Total 20
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Table 2. Proliferation indices of HCC and the remain-
ing liver in various conditions

Proliferation index

No. of
cases HCC* Remaining
liver
HBsAg, serum + 40 314442307 589+11 .43
13 3531 £20.72 728+ 985
Cirrhosis + 38 33.90+£2271 574+1022
- 15 28562181 T747+13.03
Preop. Tx -+ 20) 2739£2381 7501274
— 33 3541 £21 .36 546+ 99
Total 53 3225+21.54 623+1075

HCC: hepatocellular carcinoma, Preop. Tx preoper-

ative treatment

*P<0.05, significantly different from the remaining

liver
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Table 3. Froliferation indices of HCC according to the gross type, and the histologic grade

_———

No. of cases

Proliferation index of HCC

Preop. Tx No preop, Tx Total

Gross type

Expanding 23( 8) 11.78+ 1.01* 30.85+18.04 2422+1822

Spreading 26(11) 36,62 £25.46 38762028 37.85+2215

Cirrhotomimetic 40 1) 5090+ 0.00 41.50+ 30.91 43.85 430,50
Histologic grade

Grade | 70 2) 1682+ 552 37.04 £ 20.32 31.26£1955

Grade 1 210 6) - 44.25+23.23 38.00+23.21 3080 £22 80

Grade [11 15( 5) : J823+£1548 32.06 £+ 20,83 34.45+19.25

Grade [V 50 2) 2611 +£18.38 3117+13.23 2015+13.47

Total necrosis 5l &) 0 ]

Total 53(20) 27392381 35.41 £21 36 32.39+21 54

HCC: hepatocellular carcinoma, Preop. Tx: preoperative treatment

{ J:No. of cases treated preoperatively

P <0.05, significantly different from those cases with no preop. Tx
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"Table 4. Number of annual cases and of more than 2
VEAr sUurvivor

Nao, of cases
Year
Total =2 Year survivor

1985 . 2 0
1986 3 1
1987 3 2
1988 12 &
149849 10 5
1980 17 12
14981 6 5
Taotal 53 31

%A AMAF 1A g AFe H2.T% ¢lH o
4 ¥eteoi(Fig 2), 5% =153 HCCH I5+& 4
I+ HCCelH e & HAHaF A ooy 4
T3 x5
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Fig. 1. Survival curve of patients with HCC accord-

ing to the Edmondson-5Steiner's grade.

G0 Total necrosis, Gl-4: Edmondson-Steiner's
grade [-1V

Table 5. Survival of patients with hepatocellular carcinoma according to the gross type and the histologic grade

2 year survival rate(%)

No. of cases Freop. Tx No preop. Tx Total

Gross type

Expanding 23( 8) 67.5 831 77

Spreading 26{11) 7356 3Z2.8 50.0

Cirrhotomimetic 4 1) 0 ] 0
Histologic grade

Grade | 70 2) 100.0 B6.7 76.2%*

Grade I1 21( 6) 415 720 63.3

Grade 11 15( 5) 70.8 32.6 483

Grade IV o 2) 0 0 0

Total necrosis 5( 2) 100.0 - 100.0

Total 53(20) 67.4 52.7 582

( ):No. of cases treated preoperatively, Preop. Tx: preoperative treatment
*P<0.05, significantly different between gross types
=P <001, significantly different between histologic grades
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Table 6. Survival of patients with hepatocellular carcinoma according to the tumor size and the proliferation
index of tumor cells

2 year survival rate(%)

No. of cases

FPreop. Tx Mo Preop. Tx Total
Tumeor size”
<3cm 140 3) 100.0 712 7.4
=3cm 3901 7) 61.6 434 51.3
F. L
< 25 Z5(11) B4.6%" 423 60.5
=25 28( 9) 46.4 60.3 56.3
Total 53(20) 67.4 527 oH.2
{ ):No. of cases treated preoperatively, Preop. Tx: preoperative treatment
F. L: prn!ilfemtiun index
*P<0.05, significantly different between tumor sizes
**P<<0.05, significantly different from those cases with P.L.=25
% Survival %% Survival
1004 1004 #
B0+ B
-
B0 - 60 —
40+ —e— Pretreated 40 == raupl
& Group?
204 —&—5Uurg, only 20 —o— Ground
=& Group4
I}IZIEA*EE]J:II121«!-1#5-lu'iE'lZIIE..‘?_'Eﬂf uﬂE#ﬁElUlEldlElEEﬂEEEﬂl
Months Months

Fig. 3. Survival curve of patients with HCC:
Pretreatment and tumor size.
Group 1: Pretreated tumor smaller than 3 cm
Group 2;: Un-pretreated tumor smaller than 3cm
Group 3: Pretreated tumor larger than 3cm
Group 4: Un-pretreated tumor larger than 3cm

Fig. 2. Survival curve of patients with HCC: Pretreat-
ment versus surgery only.
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