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Fig. 1 Abdominal enhanced CT on admission dem-
onstrated heterogeneous tumors enhanced periph-

erally at the pelvis.

Fig. 2 Superior mesenteric arteriography showed
multiple tumor stains at the periphery of the je-
junal, ileal, ileocolic and right colic artery.

bohh o7 (Fig.1).

RN, T R R Eh AR 3 R X RS L ¢ b
s RSB AR 3 502 BT, W EIIR O AR RS 1 T
WolEs G2 RO, 512, Z2EEk, [
FEIGBIIR, A5 5 Bh IR O AR 12 2 F8 Mk O J 955 e e
xR 7. TIEEEEIREE 1, S IREBBIIR
KAWL MO RE % R0 (Fig.2).

75(209)

Fig. 3 Scintigraphy (7Ga) showed abnormal accu-
mulation from the right flank to the pelvis.
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Fig. 4 Abdominal enhanced CT on 4 April, 2003.
The heterogenous tumors were found in the pelvis.
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RIEHBR AT kit b, CD34, 7 7
F >, S100 Hefu et

VL XY, G GIST ol & 7 5. flithin
HEHZT10 A 1 HaBRE

BFA I F =T IERKBETH o720 T, 47
7% Informed consent P 3 &, BEPIMGHZH & DK
AT, I0H2THE D A4 ~F=7400mg /H
FHORIRGE L7z, %5 3 HH XY Grade
1 OTFHRAHIT 5, AMER, MM 7% & D
HEZEEAZZOTHEBIRT I FESICTT
IR L 7=

R 1544 H 4 HOWBH CT I TAHMAEES &
BB O R R & R 3 IEE & 0 GIST H
LMLz (Fig. 4).

4 A 23 HFMHEAT.

MpETR - oI T T ARER O
6.8cm x5.3cm OJES; & 5 #EEBD 82cm X Tem &
45cm x4em OWEG; 2 fH. BHERIC S S B oW
FEPERZ & 58, W RICESE 2R 5535, /N
15 RIS L WR ST BE K 2 & SER K D JTS; D FRAT % % L
A7z GRHIEERER - 470g). 5 H 7 HEEE.

516 HX W 4 ~<F=7400mg /HMNIRFEH.

FRI54FE 12 A 12 HIEE CTICTEY Vv U
EEBICBEOERHMRELRL, NHELIAETK
WU, % 7% 3l 9 % 3800 GIST H3s & Bl L 72

(Fig.5).

c-kitiffRT exon 9 (AR BO A Y VEEA < F = 7GR GIST  HiE/SE 38% 2%

Fig. 5 Abdominal enhanced CT on 12 December,
2003. Two heterogenous tumors were detected at
the pelvis.
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Fig. 6 Sequence histogram of the c-kit gene exon 9.
The six base pairs insertion was located between
codon 503 and 504 (underlined). The nucleotide in-
sertion is GCC TCC.
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A Case of Imatinib Mesylate-Resistant Gastrointestinal Stromal Tumor
Arisen in the Mesentery Having Mutation at Exon 9 of the c-kit Gene

Takayuki Suto, Tamotsu Sugai*, Noriyuki Uesugi®,
Wataru Habano®, Shin-ichi Nakamura® and Kazuyoshi Saito**
Department of Surgery, Morioka Municipal Hospital
Division of Pathology, Central Clinical Laboratory, School of Medicine, Iwate Medical University*
Department of Surgery I, School of Medicine, Iwate Medical University**

We report an imatinib mesylate-resistant gastrointestinal stromal tumor (GIST) arising in the mesentery ana-
lyzed by c-kit mutation. A 58-year-old man examined for abdominal distension on July 27, 2002, was hospital-
ized on September 6, 2002, for a huge tumor in the hypogastric region detected by CT. The patient underwent
resection of the mesenterial tumor, right hemicolectomy, and enterectomy on September 12, 2002. Histopa-
thologically, the tumor was composed of a fascicular proliferation of spindle-shaped cells with marked mitosis.
Immunohistochemically, tumor cells were positive for c-kit but negative for CD34, actin, and s-100. The tumor
was diagnosed as malignant GIST arising in the mesentery. Treatment with imatinib mesylate at a dose of 400
mg/day was initiated on October 27, 2002. CT showed multiple tumors on April 4, 2003. The patient under-
went tumor resection again on April 23, 2003. Treatment with imatinib mesylate at a dose of 400mg/day was
resumed on May 16, 2003, but on December 12, 2003, CT showed multiple tumors. The patient underwent fur-
ther tumor resection on December 24, 2003. We suspected this case was imatinib mesylate-resistant GIST and
analyzed c-kit mutation by using direct sequencing. A 6 base-pair insertion (GCC TAT) was found at c-kit exon
9 between codons 503 and 504. This case suggests that analysis of the c-kit mutation may be usefull as a prog-
nostic factor and the evaluation of the effect of imatinib mesylate.
Key words : imatinib mesylate, gastrointestinal stromal tumor, c-kit
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