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Clinical Anlaysis of Hereditary Nonpolyposis Colorectal Cancer

Jeong-Meen Seo, M., Jae-Gahb Park, M.D. Kuk Jin Choe, M.D. and Jin-Pok Kim, M.D

Korean Hereditary Colorectal Cancer Registry and Department of Surgery
Seow! National University College of Medicine

Because approximately 5to 6 percent of total colorectal cancer burden is accounted for by
hereditary nonpolyposis colorectal cancer(HNPCC), the genetic factor is the most important
risk in colorectal cancer. We have established the Korean Hereditary Colorectal Cancer Regis-
try in June 1991 for early diagnosis and prevention of colorectal cancer. Beacuse HNPCU is di-
agnosed only by family history, minimum criteria of HNPCC was used in this study. The crite-
ria is that 1) at least three relatives should have histologically verified colorectal cancer; one
of them should be a first degree relative to the other two, familial adenomatous polyposis
should be excluded, 2) at least two successive generations should be affected, 3) in one of the
relatives colorectal cancer should be diagnosed under 50 vears of age.

In order to register the patient of HNPCC, the medical records of 901 colorectal cancer pa-
tients operated in SNUH from 1985 to 1990 were reviewed but no HNPCC was identified. And
then of 311 colorectal cancer patients from 1990 to 1991, 195 patients were interviewed about
the family history of cancer. Five HNPCC families were identified: SNU-HI1, SNU-H2, SNU-H3,
SNU-H4, SNU-H5. The five families had 19 colorectal cancer patients(15 male, 4 female)l Due
to two metachronous patients and one synchronous patient, total numbers of colorectal cancer
site were 22; right side colon 4, left side colon 10, unknwon site 8. The average age at diagnosis
was 47.6(range 25-T3).
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Fig. 1. Pedigree of HNPCC family SNU-HIL.

A af a2 FaAlel slalatale s 11-4 §abs 474
of of =4 Halgle g A gAwtdAE: MY [9F
sbebsbich =g b 2abg weElzAEE S
lod 2AA7 S " 1.3, 172 2 abaadsd
7het e 7 abubald elajz Hg zighdbgicls gl

c}-& 71Fel SNU-H2 71551 1-3, I-4, I1I-3%
32| wiatel F=alr} ele=(Fig. 2, Table 1) I-3
ke 574l e HasdeR %tﬂ:‘a#’éﬂﬂ%% )4
stelm 1-4+= 524l cfAst pEal#® 1AF AbgE
ek I11-3 #h=b= 254+ '?H’S*%‘E.i Fad At

#a) e alct

SNU-HE 7hEe 1-1, 111, 11-2, 11-4%5 472] o
zat ghabrb gleof(Fig. 3, Table 1) I-14 494«
el Fgts wby S Az Fiygen ﬂ‘-‘a-’r

W Apubabedcl, T1-18 S04)e cfzbed zlchg 3

23 26

33 -

ar

1l

C 25

[
-

Fig. 2. Pedigree of HNPCC family SNU-H2.
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Fig. 3. Pedigree of HNPCC family SNU-H3.
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Fig. 4. Pedigree of HNPCC family SNU-H4.
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Fig. 5. Pedigree of HNPCC family SNU-H5.
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Table 1. Tumor registry

Family No. Pedigree No. Sex d;:::u j;is di*‘;fﬂ::ﬁ Diagnosis/Cancer site
SNTU-HI I-1 F T2 RR* Squamous cell carcinoma,/Rt. eyelid
73 PR Adenocarcinoma,/sigmoid colon
I-3 3 all FR* Uterus
I-4 M 60 PR Adenocarcinoma,/hepatic flexus, rectum
-7 M a7 K Liver
IT-4 M 47 PR Adenocarcinoma,/sigmoid colon
I1-6 F 33 PR Adenocarcinoma,/descending colon
SNU-H2 I-3 M 57 PR Adenocarcinoma,ascending colon
I-4 M 52 PR Adenocarcinoma,/colon
I1-3 M 25 PR Adenocarcinoma,colon
SNU-H3 I-1 M 44 FE Colon cancer
II-1 M 50 PR Adenocarcinoma,/colon
I1-2 M 45 PR Adencocarcinoma,/colon
I1-4 M 29 PR Adenocarcinoma/ascending colon
38 PR Adenocarcinoma,/descedding colon
SHNU-H4 I-1 M 45 FR Colon cancer
I1-3 M 51 FR Adenocarcinoma,/descending colon
II-4 M 53 PR Adenocarcinoma, rectum
11-6 M 46 PR Adenocarcinoma/descending colon
SNU-H5 I-2 M a3 FR Colon cancer
I-5 F 53 PR Colon cancer
II-1 M 48 PR Colon cancer
I1-3 F a3 PR Adenocarcinoma /sigmoid colon
47 PR Adenocarcinoma,/descending colon

PR™ pathologic report
FR"™ family report

Table 2. Sex, age, cancer site of 5 HNPCC families

Male Female Total
Mo, of patients 15 4 19
Mean agelyrs) 47.3 48.0 47.6
Cancer site
right side 4 0 4
left side (i] 4 10
unknown 7 1 )

AZ ofast 44 #izrh '8 7HETE dsed
SNU-H1 #}5% 11=d, SNU-H2+&= 94, SUN-H3
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