Hi#25E 31 (5) :1131~1135, 19984F

BIEMEIER Y R — > ZRIGREM R FRE L 72 RF M NEFE D 161

HRRESERAEIA, B ARSR, [ R

hE ME—  fRE FHI
AR & BE JEF

BRHEXAE  BH EZ
hE FE FA WK

EEEFERY R—v AKEH (AT, HNPCC L5 13, BBOE LA ERABBEZES LS
Lynch fiEf&B¥ (LA, Lynch LBED) 1 &, KBLS OISR » BMEE 2653 % Lynch Il IcHE
SFEEh %, 5B HNPCC it ic F4E U 72 FURME/IMBRE (Lynch ID @ 1 FIEREBR L 7= D THRET 3,
EGNXE3, FiE (BS). BERE | 19904 (45mRED 1« HITHEB O SRR (ELIEME ss, TbIR
e ss) CHYREBUIRM, 19964 (5255 WEBE (m) 2WESEOVIRN, RIEE  BAHERS
L URERRE GET), ZHE2VNGE L KBS (78, EEMITEE GBL). BURE | @2 CFEE
MM & BiZ B W22, MNEER X SRE T Treitz SO ILFYALC BEERESR b, /NS
FTHERL, ERTESEERG & HEH L 7o, ISR YIBRM 2 MfT L, MR17H B CEBEsRE L 25 5
7z. Lynch II T/NBHEORE 13 72 { BBRFISEFOWMEL TH - 72,

Key words : - hereditary nonpolyposis colorectal cancer, primary carcinoma of the small intestine, Lynch

syndrome II

LI

BEEERY R—>y X KB (hereditary non-
polyposis colorectal cancer : LIF, HNPCC * B&ED)
i, 19894F 1% 2 L7z The International Collabor-
ative Group of HNPCCY®, £ 2 [H<&# (Amster-
dam) TWwhH ¥ % Amsterdam (minimum) criteria 3
REIN (Table 1), EENC bILBEBOBES L LT
ZINIGEEERBETH 5. BROEEEBEEK
2L HREEREEEE T, BRI ISERSE, Wi
HHEBEBAIDFE, KGE TR EEROFEI Y
TH 5. HNPCC iz id, BEDIZ L A EHKRIGREI IR
51 % Lynch fEM&#F (LAF, Lynch &B&ED) I &, K
R LS D ftifigids iz b B S % %3 % Lynch 114z
WmOEENSY, —77, BERENEEIHOBHIEE DR
iR FRRETH Y. 46, HNPCC Offitkic
JEFEtE/IMNEE 2 F4: Uz Lynch 11 o0 1 FI %2 4RER L 72
2%, LynchlIl TIZE#E, FE&E REBZEOEHZ
WEZINTVLEHDODY, bbb BSHENIEY N
BEGHL T ME IR, BROIZ/NSES O
Lynch IEFIORREE 1l %2 55 DT, R
EEEMAMET .

<1998%F 2 H12E 2B >BIRIFRS: PR -

T105-0003 ¥EXVEHE 3 —25—8 HEKESER

REESIEIFRRIESE 2

£ Al

B 53K, B (RE)

TR EAZBRORIIN

BLAERE - 19904 (455 RFF), HITHBERmcthHY¥
FERBUIRRATIETT. < Ok & ORIEMBENIIE, —H
MEDEIRSE, BEEE ss, ly (+), v (=) T, fifg
B biRRE, EEEss, ly (1), v (+) THY,
ow (=), aw (=), n (=) (n=0/7) TH-7z. 1996
FE (52N, EERY — 78I CTHESENYIRMTIEGE
17, WEARRRFR 3 EEBRE, BEE m, ly(-),
v (=) Thoi,

KIEFE - BAHE g GEC), & EBE Gt
L), =5 /NBkE, KBEER, 55 ) g G
) (Fig. 1),

BURIE © 19965 5 H29H o2 T, FERMmBH -8

Table 1 Criteria for HNPCC

1. At least three relatives with histologically verified
colorectal cancer (CRC) ; one of the relatives should
be a first degree relative to other two.

2, At least two successive generations should be
affected.

3. In one of the relatives CRC should be diagnosed under
50 years of age.

(ICG-HNPCC Amsterdam Meeting, August, 1990)
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Fig. 2 Barium meal X-ray picture of the small
intestine showed a well demarcated elevated
lesion with a noduler surface, 3X2cm in dimen-
sion in the jejunum, about 5cm anal from the
ligament of Treitz (arrow).

Fig. 3 Selective superior mesentric arteriography
demonstrating tumor stain (arrow).
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Fig. 4 Operative finding. The tumor was detected HoMEICH Y (Fig. 4), KEEREROLEMICHEL 3
in the jejunum 4.5cm anal from the ligament of & Py, Hoy Ny (+), S), M,, stage Il Th -7z,

Treitz (arrow). The oral segment of the small
intestine was not dilatation.
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A Case of the Carcinoma of the Small Intestine after Operation for
Hereditary Non-polyposis Colorectal Cancer

Yuichi Nakasato, Yoshinori Inagaki, Tomotarou Shinoda, Keiji Onda,
Ken Ashikaga, Junko Fujisaki*, Masahiro Ikegami** and Teruaki Aoki
Department of Surgery Jikei University School of Medicine
*Department of Endoscopy, Jikei University School of Medicine
**Department of Pathology, Jikei University School of Medicine

A case of carcinoma of the small intestine after right hemicolectomy for hereditary non-polyposis
colorectal cancer (HNPCC) is reported. A 53-year-old man had had 2 colon and 1 rectal cancer lesions,
including synchronous and metachronous cancers, since he was 45 years old. His grandfather on the
mother’s side and his mother had rectal cancer. His 3rd brother had jejunal and colon cancer and his 5
th brother had hepatocellar cancer. He visited our hospital with occult blood in the feces and anemia. An
elevated lesion was detected in the jejunum about 5 cm distal to the ligament of Treitz by small bowel
radiography and endoscopy. Endoscopic biopsy allowed a histological diagnosis of well-differentiated
adenocarcinoma of the jejunum. After admission, partial resection of the jejunum and intraoperative
endoscopy of the whole small intestine were performed. Histological examination showed well-
differentiated adenocarcinoma of the small intestine. The patient’s clinical course was satisfactory and
he was discharged on the 17th postoperative day. The HNPCC syndrome includes hereditary site-specific
colon cancer (Lynch I) and the cancer family syndrome (Lynch II). This case was classified as Lynch II.
Lynch II usually includes carcinomas of the stomach, uterus, and ureter. However, carcinoma of the small
intestine had not been reported until our investigation.
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