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K& T, [IdoA (29)-GalNAc (4S)] #ETART, EH I > bu—ATRIZIZDS TH 355, EDSKTIH L

EDSKT3TIEATCS &> T b,

Z2LTWiz, BEECkETUELOBETE»S, &
BEDS tEREL, BREZCHVI I3, [Hi
B EMHHE LW EERE s TWitBEIANSHET
Wa] DI EThol, BEBERIETWIEE,
MRBDOEBEET, BEEOLREL I LMBTEL,
EDSKT6IZ LR 4 mRO LB TH %, 20095 D EDS £

SWEL, BEEE» S, [SEOLWHEEDS
FUDBTFIADT DS, HREZO-THTTIEL
W] EEEZ OGN TW e, SiMLc 25, BiEAED
BE L ROBRF 2 R CHEEDS LHEE, Tk
D DT ORI S Aty, BEE IR TWIIEE,
WRBHOERERT, BEEWLEZL BN TER,
ZLT, Ihs 3 AT CHSTI4 DI RN
Iz,

DAST-10 7 v — = 713 £E Washington K39
B D Baenziger B LS OEF — 212 & » TiTh
Nz, BTy Fe— b RBELC T I2®¥osdl
BERFRFREREGRIENRR 074 70 7 v
VTR T ERICHEFREOE R —S5d% (4R
HEERARYE) 5OMFEF—LTholz, BREZZ,
A EDS BEMBOBEBEITEME L 25, &
BIERTTTEY, BEHE, LHEFHERE, =
U CRAF EERFRE 1T & 2RSSO EE -

312

7zo DAST-1BRERZHAND &, BEAFEENE
B TR I Y b — VIR TEBHICETLT
W3 ZE, REEBTH S EDSKTIO R Cld 402 E
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BE (M1W, X), 4RRFRZ EDORHBER (B
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Fig. 1: Enhanced abdominal CT shows fluid collection
and free air (arrow).

Fig. 2: Perforation was observed at the center of
the resected rectal specimen (a). A microscopic
view shows perforation (arrow) in the specimen
(b : HE staining, X5).
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Fig. 3: Plain abdominal X-ray shows impreg-
nation of colon stool, but no signs of free
air.

Fig. 4:CT scan after injection of contrast media from

the stoma shows leakage at the sigmoid colon under
the stoma (arrow).
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Fig. 5 : Macroscopic findings of the resected specimen
are consistent with a 26X11 mm diameter perfora-
tion.
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Fig. 6 : Subcutaneous hematomas are present on
the patient’s forearm (a) and wrist (b).
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Table 1. Six cases with perforations of digestive organs associated with Ehlers-Danlos syndrome have been reported

in Japan.
Author Age Sex Type of Perforation aites Number of Operation Prognosis
(year) EDS perforations
Nakamura® 27 M v Transverse colon 1 Exteriorization Death
(1989)
Iwama® 61 F II Sigmoid colon 4 Sigmoidectomy Alive
(1989) Ascending colon Ileo-transversostomy
Descending colon Total colectomy
Jejunum End-to-end anastomosis
Kito!® 60 F - Sigmoid colon 1 Hartmann Alive
(1990)
Ishikawa!? 22 M Y Sigmoid colon 1 Suture of perforation Death
(1997)
Taguchi'® 50 F - Transverse colon | 1 Hartmann Alive
(1997)
Hama'® 26 M v Transverse colon 1 Total colectomy Alive
(2007)
Our case 21 F v Rectum 2 Hartmann Alive
Sigmoid colon Sigmoidectomy
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TWO EPISODES OF COLON PERFORATION WITHIN A SHORT PERIOD IN A PATIENT WITH

FEATURES OF THE VASCULAR TYPE O

Kenichi OGATAY, Keisuke K
Tetsufumi OHCHI®, Koji MAKINQ®

F EHLERS-DANLOS SYNDROME

UDOY, Koichi DOIV,
and Atsushi HATAMOCHI®

Department of Surgery, Miyazaki Prefectural Nobeoka Hospital?
Department of Dermatology and Plastic Surgery, Kumamoto University Hospital?
Department of Dermatology, Dokkyo Medical University®

A 21-year-old woman underwent emergency surgery under a diagnosis of intestinal perforation in
February 2008. Perforation of the rectum due to stool impregnation was identified, followed by peritoni-
tis. The rectum including the perforation site was resected and a colostomy was made at the sigmoid
colon. However, 39 days after discharge, sigmoid colon perforation under the colostomy was found,
requiring another emergency operation. The presence of an undergoing illness was suspected because of

the two colon perforations in a short period, the ease of

intestinal injury and weak arterial tissue found

twice intra-operatively, as well as the vulnerabilities of vessels, tissues, and joints on past history. Skin

biopsy was performed for pathology and gene analysis.

She was diagnosed as having the vascular type

of Ehlers-Danlos syndrome. It is necessary to suspect this syndrome in young cases of non-induced colon
perforation. Close follow-up is essential after the diagnosis.

Key words : vascular type of Ehlers-Danlos syndrome,

colon perforation
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