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Fig. 1 Upper gastrointestinal series showed circu-
lar gastric wall sclerosis on middle area extended
to upper and lower area. Surface mucosa showed
rough and irregular foveola.

Fig. 2 Upper gastrointestinal fiberscopy showed
rough and thickening mucosal fold from under eso-
phagogastric junction to lower portion with shal-
low ulcerative legion on middle portion.
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AR T, FIBRHIRE & & T LIRS & ST
sh7: (Fig.2).
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Fig. 3 Abdominal CT showed gastric wall thickn-
ing, ascites and multiple liver and renal cysts.
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(Fig. 3).
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Fig. 4 Resected specimen showed rough mucosa

and wall thickening of the entire stomach with
three shallow ulcer on middle and lower portion.

Fig. 5 Poorly differentiated adenocarcinoma with
signet ring cell carcinoma, Type4, pT3, pNO, HO,
pP1, pCY1, MO, StageIV.

PR A IO AL ENBHHIINGE % & s
ALHE C BRI B OICH#E T, UML, 4%,
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(Fig. 6).
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Fig. 6 E-cadherin showed weak positive to nega-
tive at cancer region.
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Table 1 Rate of autosomal dominant polycystic kid-
ney disease (autopsy cases in Japan from 2002 to
2006)

ADPKD non ADPKD Total

Male (%)
Female (%)

179 (027) | 66906 (99.73) | 67,085 (100)
85 (024) | 35912 (99.76) | 35997 (100)

Total (%)

264 (026) | 102818 (99.74) | 103082 (100)

Cases (%), ADPKD : autosomal dominant polycystic kid-
ney disease

Table 2 Rate of gastric cancer (autopsy cases in
Japan from 2002 to 2006)

GC non GC Total
ADPKD ]
Male 9 (503)| 170 (94.97) 179 (100)
Female 5 (5.88) 80 (94.12) 85 (100)

Total 14 (530)| 250 (94.70) 264 (100) — #
non ADPKD 7]
Male 5735 (857) 61,171 (9143)| 66,906 (100)
Female 1,839 (5.12) (34,073 (94.88) | 35912 (100)

Total 7574 (7.37) 195,244 (92.63) (102,818 (100) —

Cases (%), ADPKD : autosomal dominant polycystic kid-
ney disease, GC : gastric cancer, HD : hemodialysis,
#:P=020
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Table 3 Rate of gastric cancer (autopsy cases in
Japan from 2002 to 2006)

GC non GC Total
ADPKD
HD (+) 2 (159) | 124 (9841) | 126 (100) ]
HD (-) | 12 (870) | 126 (91.30) | 138 (100)

Total 14 (530) | 250 (94.70) | 264 (100)

Cases (%), ADPKD : autosomal dominant polycystic kid-
ney disease, GC : gastric cancer, HD : hemodialysis,
*: P=001

Table 4 Histological type of gastric cancer
(autopsy cases in Japan from 2002 to 2006)

%
ADPKD (%) | non ADPKD (%)
Diff. type 2 (14.29) 2550 (33.67)
Well diff. adc. 0 1,293 (17.07)
Mod. diff. adc. 2 (14.29) 1,257 (16.60)
non-Diff. type 9 (64.29) 2,505 (33.07)
Por. diff. adc. 7 (50.00) 2010 (26.54)
Signet ring cell ca. 2 (14.29) 447 (5.90)
Undiff. ca. 0 48 (0.63)
Miscellaneous 0 215 (2.84)
Not detail 3 (2142) 2,304 (30.42)
Total 14 (100) 7574 (100)

Cases (%), ADPKD:autosomal dominant polycystic kidney
disease, Diff.:differentiated, adc.:adenocarcinoma, Mod.:
moderately, Por. : poorly, Ca. : carcinoma

*:P=0.04

DWTHE L, DTOMRETH -7 GREHENTIC
F2HMMOREKE 74 v ¥ —OEBEHR T2
YCHEIZTITV, P<005 THEXED Y L L7).
ADPKD & 264 # (026%) T, %%, 4%
TOREEITIZFFEBETH - 72 (Table 1). OFHFEHR
4313 ADPKD 264 s 14 1 (530% ), 3k
ADPKD102,818 v 7,574 Bl (7.37%) & A =#EIE
%772 (Table 2). @—BIZENBFITII B RO
HEERAINT 5 WG SN TW A, EFTEA
#% ADPKDI126 flH 2 B (159%) & ik » 72
(Table 3). ® H & @ ML %% (X ADPKD i 25
ADPKD il & 0 & FE5 LRI AL % - 7= (Table 4).
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A Case of Gastric Cancer with Autosomal Dominant Polycystic Kidney Disease

Hidetaka Yamanaka, Haruru Asamoto, Takahiko Ishizaka, Satoru Kawai,
Hiroyuki Matsunaga, Yasushi Kitoh, Satoaki Kamiya and Yasutaka Matsuzaki
Department of Surgery, Tsushima City Hospital

A 50-year-old man referred for abdominal pain had taken hypertension and general eczema medication from
age 48 originated for autosomal dominant polycystic kidney disease (ADPKD) diagnosed when he was 35
years old. His father had died of “chronic renal failure” for which no details were known. Based on a diagnosis
of scirrhous gastric cancer indicated by upper gastrointestinal series and fiberscopy, he underwent total gas-
trectomy. The definitive diagnosis was poorly differentiated adenocarcinoma including signet ring cell carci-
noma and peritonitis carcinomatosa. He was discharged on postoperative dayl2 and remains alive 1 year and
3 months undergoing anticancer-agent chemotherapy. The relationship between ADPKD and neoplasm was
reported to account for polycystin-1 and polycystin-2 produced from a pathogenesis gene of ADPKD, which is
caused by genes mutation in vitro. This is clinically controversial however, and was not reported about gastric
cancer. We studied autopsy cases in Japan form 2002 to 2006, which showed no association on sideration about
gastric cancer in ADPKD and also showed many nondifferentiated type gastric cancer, it is not ascertained.
Key words : autosomal dominant polycystic kidney disease (ADPKD), gastric cancer, PKDgene
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