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thiocyanate-phenol-chloroform) & 2 TH#i H L 72
mRNA2» 5cDNA2 &SR L, 7 4 v—Cl,
C2 (C1:5-CTGGCTCAATTATTAGTCGG-3,
C2 . 5-TCGGGAGTCACCTGGGATT-3)¥% BT
PCR 2fTVHR S EY % BR k8 L DCCmRNA
REZHR L1,

5. HEEHFRINE

AT T yE R TT, p<0.05%2HE L
HEL., &8, £EROEHIZ Kaplan-Meier 3T
fTote.

#w =8

1. REB#ED NCAM Bt

REERE13181H535140% 12 NCAM B %23, 5 5
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Table 1 Frequency of NCAM expression in color-
ectal cancers

NCAM experssion
— — Total

(+) =) |

Colon Cancers 17
(42%)

23
(58%)

Rectal Cancers 91

36 55
(40%) (60%)

Table 2 Frequency of NCAM expression in his-
tologic type of colorectal cancers

NCAM expression
— + Total
+) | (=)
Colon cancers 1, Well* 3(38%) 5 8
2. Moderately** | 14(44%) 18 32
3. Poorly*** 0( 0%) 0o | o
Rectal cancers 1, Well* 13(28%) 34 47
2, Moderately** | 22(61%) 14 36
3, Poorly*** 1(13%) 7 8

**Moderately :
cinoma

*Wel-l: Well differentiated adenocarcinoma

Moderately differentiated adenocar-

***Poorly : Poorly differentiated adenocarcinoma
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Fig. 1 Frequency of DCC gene mutation in each
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Neural Cell Adhesion Molecule (NCAM) and Deleted in Colorectal Carcinomas
(DCC) Tumor Suppressor Gene

Yoshihiko Hiramoto, Akira Gouchi, Masafumi Kataoka, Takahiro Okabayashi,
Takatoshi Yamada, Hiroshi Shimamura, Akihiko Kaihara, Yukinobu Maruo,
Masaichi Kenmotsu and Kunzo Orita
First Department of Surgery, Okayama University Medical School

We examined neural cell adhesion molecule (NCAM), which is concerned with the neural invasion of
rectal cancers, by an immunohistochemical staining method in clinicopathology and estimated the route
of recurrence. The DCC gene, a tumor suppressor gene, showed high homology with NCAM. We
examined the relationship between the DCC gene and NCAM by the RT-PCR method and investigated the
rate of DCC mutation in various locations of colorectal cancer. NCAM expression was not related to
histological stage, and was found in 4095 of colorectal cancers and 619 of moderately differentiated
rectal cancers. We could not elucidate the relationship between DCC gene mutation and the location of
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colorectal cancers due to the limited number of cases of colorectal cancer, but DCC gene mutation
occurred more often on the right side of the colon than the left. DCC gene mutation was significantly

related to lumph node metastasis but not to NCAM expression. Cases of negative NCAM expression and
decreased DCC tended to show liver metastasis.
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