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3) AgNORs #fak®s & UFH#lE:
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1) BEERAL & 5 PCNA EREOEML

EERE CiRIAELEREES CRERNE L, £
EESRBPLE LD, BAESDIZ S NERFIIE
Rlz@»o/z (p<0.01) (Fig. 1, 2).

2) BEIERHEIZ L % PCNA BEHEOZEIL

BEIERMIC & 2 REEOEMTI, 455, 12850,
245, 48BFIDIER D PCNA #BEDFHHEIL %
NENE7.3%, 48%, 45.3%, 38.4% L7 v, EERE
BIBNRL R B ONFEHEMETL, #henEEE
287z (Fig. 3, 4).

3) PCNA k AgNORs & DR

PCNA & AgNORs IZHHBEREL (r) =0.622 - A\ iz
BELMEEERIzH -7 (p<0.01) (Fig. 5).

4) ERARREEINEIE & O (Table 1)

a) A

PCNA, AgNORs & b BHEBRE T B CIRE S

KB B1) 5 PCNA B & 18 AgNORs Fefak & fivs 7- Sl iaas
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Fig. 1 PCNA in each gland
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Fig. 2 PCNA in normal gland and cancer
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PCNA, AgNORs £ 4 pm TEBIXEME % =~ L
(PCNA :p<0.05, AgNORs:p<0.01), ss.a;, s a,
ORI IIZEIRFAED Rpo Tz,
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Fig. 4 PCNA in each fixation time
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Fig. 5 Correlation between PCNA and AgNORs
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Fig. 3 PCNA in each fixation time
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0.05), vi~v;DRICIZEERD L oTe.

e) Vv SHiEER

PCNA, AgNORs & % n, CERIZEMEZRL (p<
0.05, n;iZxL Tk AgNORs DAEFEEDH D), m
~n; DI RZEEZRD R -T2,

f) stage ¥

PCNA, AgNORs & & #{T U7 ER CEE %2 R 1E
Fizdh b, stage I TEREEMEZRL (p<0.01),
AgNORs D & stage [ THEBIEMEERL (p<
0.01).

5) RG] & IR UTRRG & D LBk

PCNA, AgNORs &  FEIREYIBRGI CR & R 718
B H 3 BEEZRRD -7 (Fig. 6).

6) EHIERL ORET

PCNA, AgNORs t b BRSICHEEE T3 EFAH
D, AgNORs D AEEERFED 2 (p<0.05) (Fig. 7).
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Table 1 Clinicopathological characteristics between PCNA and AgNORs
' n | PCNA(%) | AgNORs
Histological type well | 22| 55.8+7.48 6.62+1.6 :l .
mod | 23| 60.5%6.26 8.5+1.62 *
muc 6 62.5+2.48 9.72x1.11
por 1 57.9 10.22
Depth. of invasion pm 10| 50.3+4.07 5.491+0.84 :l"
sS, a; 8| 59.6%5.61 7.62+2.12 *
s,a; 34 61+£5.93 8.64+1.48 ——
Lymphatic invasion 1y, 7| 5.16+6.65 6.21+1.3 =
ly, 21| 56.91+6.13 6.93+1.64 ]' ":]*
ly, 21| 61.9%+5.21 9.03x1.4 **
lys 3| 65.8%5.28 10.3x0.31 —
Vascular invasion Vo 18 | 53.8+5.68 6.23+1.39 :l nl
' 11| 61.3+7.02 8.3x1.4 o
Vs 21 60.8+5.8 8§.87+1.64 ——
V3 2 65.9+0.92 10£0.57 ———
Lymph node metastasis Iy 28 | 55.4+6.33 6.55+1.33 = |
n, 10 62.5x6.4 8.71%1.48 :' .
n, 9| 62.6x+5.69 9.92+0.46 — L]
n, | 2 60.5+2.69 | 9.94%+1.58 —
n, 3 64+3.33 9.98+0.4
Histological stage ) 8 49.2+3.8 5.39+0.89
II 15 58+5.65 6.88+1.21
I 12| 61.3%£6.56 8.55+1.39
v 7| 62.5£6.06 9.85+0.51
A\ 10 | 61.5+4.48 9.91+1.67
* I p<0.01
** 1 p<0.05
*** 1 p<0.01 (only AgNORs)
Fig. 6 Histological curability Fig. 7 Recurrence after curative operation
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A Study Using Proliferating Cell Nuclear Antigen and Argyrophilic Nucleolar
Organizer Regions on Cases of Colorectal Cancer

Takeshi Marumori, Masatoshi Kawamura, Kouichi Takamura, Nobuo Komatsu,
Naokuni Yasuda, Hidefumi Tsushima, Tohru Sato, Takashi Yokokawa,
Akira Tsunoda, Miki Shibusawa, Kazushige Arai and Mitsuo Kusano
Department of Surgery, Showa University, School of Medicine

Immunohistochemical staining of PCNA was performed on paraffinembedded sections of 52 color-
ectal cancers, and the fixation time of the specimens and clinicopathological variables were compared.
Staining of AgNORs was also evaluated in the same specimens. When the fixation time of the specimens
by masked formalin was set at 4, 12, 24 and 48 hours in the advanced part of cancer, the labeling index
of PCNA decreased with time and 4 hours of fixation was significantly higher. When sites in normal
mucosa and advanced and central parts of cancer were examined, the labeling index of PCNA was the
highest in advanced part of cancer. With regard to clinicopathological factors, significant differences
between PCNA and AgNORs were noted. It was concluded that PCNA seems to reflect the cell proliferat-
ing activity in cancer as well as AgNORs.
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