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Fig. 1 Sites for multiple synchronous carcinomas
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3 FARMEAXBLEREEORBEER

BRI A RS % 28 0 REEF K% Kaplan-Meier #
WX oTROEFEFE B L7, BEED S FEER
D8HTH > e DIH L HRE TR TH O EEE
i b DD, SRBEACEFRLBEFRERT
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4) FERSSEBICEIT A DNA &
FRESERBICKSTHEREOE DNABXHIEL
=D T14FER, 3THETH 5. DNA ploidy pattern &
WERE, E&E, BEREEE - OBRTIE, 3THES,
DNA diploidy (X275 % (73%) T» h, DNA aneu-
ploidy Z10E (27%) TH -7z, HERHCiz, BH
F& 9 EE T h { DNA diploidy TH b, #TED
2 Bt DNA aneuploidy 23 &\ \EETH - 1o,

Fig. 2 Gross type, depth of invasion and histologic type in first and second
tumors of multiple synchronous colorectal carcinomas
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Depth of invasion
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o0vs1 p<o.0l
Ovs2 p<0.0}
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msm vs ss,al  p<0.0!
m,sm vs s,a2 p<0.01
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X

weli vs mode p<0.01

histologic type — 15 cases
t 13 cases
I 4 cases
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Fig. 3 Survival curves of patients with single and
multiple synchronous carcinomas in the colon
and rectum
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o
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12ea a0 a2 AR

B L 3EEETL, EREE BV TH mE, sm
EORERT T DNA diploidy TH »7ch, FEE
TRD -7z (Table 1),

EDNAEBYHELL-MEMOE I BRIt 2
DNA ploidy pattern X DNA diploidy 9 fiE #l
(64.3%), DNA aneuploidy 5 fEfI (35.7%) TH-
7o,

KBERBEOZFED DIE LR ZHERTH»

Table 1 Clinicopathologic features and DNA ploidy
patterns in 37 samples of multiple synchronous

tumors.
DNA diploidy | DNA aneuploidy
(%) | %>
Number 27 10
Gross type
Ip 6 (22.2) 0
Is 1(3.D 0
IIa 2 (7.0 0
1 5 (18.5) 2 (20.0)
2 13 (48.2) 7 (70.0)
3 0 1 (10.0)
Histologic type
well 11 (40.7 4 (40.0)
mode 13 (48.2) 6 (60.0)
muci 3 (11.D 0
Depth of invasion
m 7 (25.9 0
sm 2(7.9 0
pm 3 (11.D 4 (40.0)
ss(al) 8 (29.7) 2 (20.0)
ss (a2) 7 (25.9) 4 (40.0)
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Table 2 Histologic feathers and DNA ploidy patterns
in 7 cases of multiple synchronous tumors (Group. A)
Group A

Case Gross Histologic Depth of DNA

type type invasion index

1 3 mode s 1.73
Ia well m 1.00

2 2 mode s 1.64
2 mode s 1.00

3 2 mode | a2 1.00
2 | mode pm 1.75

4 2 | mucl s 1.00
2 muci s 1.00

| 2 mode s 1.00

1 mode ss 1.00

1 mode ‘ pm 1.00

2 mode pm 1.74

Is mode sm 1.00

5 1 well pm 1.71
1 well pm 1.14

6 2 mode 1.52
2 mode 1.70

7 2 well ss 1.62
2 well ss 1.90

Table 3 Histologic feathers and DNA ploidy patterns
in 7 cases of multiple synchronous tumors (Group B)

Group B

Case Gross Histologic Depth of | DNA
a type type invasion index
8 2 mode S 1.00
2 | well s 1.00
9 2 ‘ mode | ] 1.00
2 mode pm 1.00
0 | 2 muci s | 1.00
| Ip well m ‘ 1.00
11 | 1 mode s | 1.00
Ip well m 1.00
12 2 mode : ss 1.00
Ip well m 1.00
Ip well m 1.00
13 2 well sS 1.00
2 mode ss 1.00
1 well pm 1.00
14 1 mode ss 1.00
Ip well sm 1.00
IIa well m 1.00

|

Ip well m 1.00
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Fig. 4 Case 4, 78y. male
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#% < DI fEi21.000 DNA diploidy T# - 7= (Fig. 4).

FEFI 5 T4 BT, SKREBK 1 B oR5LiR
B ThLEEREERE pm) ¥ 2 @RS, SKE
BB AT L. DNA £ 2 + 27 5 & CELPIf

Fig. 5 Case 5, 74y. male
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OREHD DIEL. 71, nfloFEER DI fE1.14
o DNA aneuploidy T - 7% (Fig. 5).

EF11768 0 Bk, CHERK 1 Bodh /b
(BEE S & A B Ip BoBbiRE GREE m)
* Rab i fo LS BRI & KifT LIESITH 5.
DNA e A + 7 7 23\ d DIEL.000 DNA  di-
ploidy T » %= (Fig. 6).
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Clinical Feature and Pathogenesis of Multiple Synchronous Carcinoma in the Colon and
Rectum in Terms of Nuclear DNA Content

Hiroshi Ishikawa, Toru Nakagoe, Teruhisa Shimizu, Tatsuo Hirano, Hiroyuki Kusano,
Keiji Kajiwara, Hiroyuki Yamaguchi, Takayuki Nakasaki, Naoki Kawazoe,
Souei Lin, Toshio Miura and Masao Tomita
First Department of Surgery, Nagasaki University School of Medicine

A clinicopathological study and flow cytometric measurements on DNA ploidy pattern were carried out in 34
cases with multiple synchronous carcinomas of colon and rectum. In 44% of the patient, the carcinomas were
situated in a single segment (especially sigmoid colon). The incidence of early carcinoma (m, sm) and well
differentiated adenocarcinoma was high in 2nd cancer compared to 1st cancer. The 5-year survival rate was
improved in patient with multiple carcinomas (75%) compared with single carcinomas (68%). As for DNA pattern, 27
carcinomas were DNA diploidy, and the other 10 were DNA aneuploidy in 37 carcinomas from 14 patients. There
was no relationship between DNA ploidy pattern and gross type, histologic type, depth of invasion. In 7 of the 14
cases, all tumors within each colon and rectum were diploidy, in 4 cases the tumors differed with respect to DNA
ploidy; and in 3 cases all tumors were aneuploidy, but DI from the tumors were different each other. These findings
suggest that multiple synchronous carcinoma of colon and rectum may arise as multiple origin.
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