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Table 1 Laboratory data

WBC 13,100 /ul T.P. 6.1 g/dl
Neutrocyte 71 % Alb 32 g/dl
Lymphocyte 15 % AST 30 IU/1
Eosinocyte 7 % ALT 26 TU/1
Monocyte 6 % LDH 522 1U/1

RBC 332 x104/mm3 | ALP 193 TU/I

Hb 10.7 g/dl YGTP 25 1U/1

Het 324 % T-bil 0.46 mg/dl

Plt 189 x10*/mm?3 | D-bil 0.23 mg/dl

BUN 38.1 mg/dl I-bil 0.23 mg/dl

Cr 1.7 mg/dl ChE 225 1U/1

Na 132 mEq/I CPK 340 1U/1

K 52 mEq/I CRP  14.88 mg/dl

Cl 104 mEq/1 Glu 150 mg/dl

Fig. 1 An ultrasonographic examinations shows
wall thickness of gallbladder. Neither stone nor tu-

mor was observed in the gallbladder.
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Fig. 2 a: Abdominal CT shows wall thickness of
gallbladder. b : Abdominal aortic aneurysm with

atherosclerotic change was existed.

Fig. 3 Resected specimen shows a 12x10mm ul-
ceration at the body of gallbladder (arrow).
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Fig. 4 Histological finding of gall bladder. a:
Marked abscess formation of gallbladder wall. b :
Arterial luminal cholesterol clefts were found (ar-

rows).
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Table 2 Reported cases of cholecystitis due to CCE

Author Year Cases | Age/Sex Symptoms Risk Factors Other CCE Site
Levecq!V 1992 1 73/M ND atherosclerosis Tleum, Colon
Gofrit12) 1996 1 66/M epigastralgia HT, ASO none
anticoagulant therapy

Moolenaar!3) 1996 2 No informations in the report.

Parafl4 1999 2 72/M epigastralgia anticoagulant therapy Colon, Ganglion
CAG, PTCA

69/M ND anticoagulant therapy Kidney, Spleen,

aortography Pancreas
aortic surgery

Funabikil® 2003 1 67/M abdominal pain HT, HL, AP Kidney
anticoagulant therapy Skin
CAG

Our case 1 86/F epigastralgia AAA, AP Kidney (?)
anticoagulant therapy
CAG, PTCA

ND : not described HT : hypertension ASO : Arteriosclerosis obliterans

CAG : coronary angiography PTCA : percutaneous coronary artery angioplasty

HL : hyperlipidemia AP : angina pectoris AAA : abdominal aortic aneurysm
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Fig. 5 Changes in serum creatinine level and eosinophil.
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A Case of Acalculous Cholecystitis due to Cholesterol Crystal Embolization

Hirohide Sato, Keiko Nishio, Takahiro Yamazaki,
Takeshi Inoue, Iwao Adachi and Shigeho Iida
Department of Surgery, Municipal Tsuruga Hospital

Cholesterol crystal embolization (CCE) is caused by micro showers of cholesterol crystals and has recently
been recognized as a serious complication after vascular procedures. An 86-year-old Japanese woman under-
went percutaneous coronary artery angioplasty via the right femoral artery. Ten days later, she developed
acalculous cholecystitis and was treated by cholecystectomy. Histological exploration of the resected speci-
men revealed the diagnosis of cholecystitis caused by CCE. Although she could discharge our hospital once af-
ter the operation, her renal function began to worsen gradually with eosinophilia and the patient died due to
heart failure 6 months after the operation. Although cholesystitis caused by CCE has only rarely been re-
ported, the possible complication of acalculous cholecystitis caused by cholesterol crystal embolization must
be borne in mind. The diagnosis of cholesterol crystal embolization after routine cholecystectomy suggests se-
vere systemic involvement and a poor prognosis.
Key words : cholesterol crystal, embolization, cholecystitis

(Jpn J Gastroenterol Surg 40 : 1605—1610, 2007)

Reprint requests : Hirohide Sato Department of Surgery, Municipal Tsuruga Hospital
1-6-60 Mishima, Tsuruga, 914-8502 JAPAN
Accepted : February 28, 2007

©2007 The Japanese Society of Gastroenterological Surgery Journal Web Site : http: //www.jsgs.or.jp/journal/



