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A Case of Gastrointestinal Sarcoidosis without Pulmonary Involvement
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Sarcoidosis is a multisystemic granulomatous disease of unknown etiology that is based on the presence of non-caseating

granulomas. Sarcoidosis commonly involves the lungs, skin, and eyes. Gastrointestinal tract involvement in sarcoidosis is

uncommon. Gastrointestinal tract sarcoidosis commonly occurs subclinically, with clinical manifestations present in only 0.1-0.9%

of patients with the disease. There are rare case reports of an individual with symptomatic gastrointestinal sarcoidosis. In Korea,

gastrointestinal sarcoidosis without pulmonary involvement has not been reported previously. Here, we describe a case of gastro-

intestinal sarcoidosis in a 37-year-old male with symptoms of weight loss, fever, and abdominal pain. He was diagnosed based on

the presence of non-caseating epithelioid granulomas in the stomach, duodenum, and colon by multiple biopsies. (Korean J Med

2015;89:127-132)
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Figure 1. (A) Relatively normal findings on chest X-ray. (B) In
an axial view (high-resolution computed tomography), there was
no hilar lymphadenopathy or abnormal parenchymal infiltration.
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Figure 2. Abdominal computed tomography showed hepatosplenomegaly and diffuse edematous wall thickening of the stomach (A),
and multiple mesenteric lymph node enlargement (B). There were multifocal wedge-shaped low attenuation lesions in both renal paren-
chymas (C). Suspicious mild wall thickening of the jejunum was also seen (D).

s * -

Figure 3. Esophagogastroduodenoscopy showed granular changes in the second portion of the duodenum (A). There was ulceration in
the greater curvature of the prepyloric antrum of the stomach (B). Colonoscopy showed friable mucosa, loss of vascularity, and fine
granularity in the transverse and ascending colon (C), (D).

Figure 4. (A) Histological examination
showed granular lesions and non-case-
ating epithelioid granulomas in the lami-
na propria of the duodenum (H&E stain-
ing, x100). (B) In a high-power field, a
non-caseating granuloma of the stomach
is shown (H&E staining, x200).
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Figure 5. (A) Computed tomography showed diffuse edematous wall thickening of the stomach. Multiple small lymph nodes in the mes-
entery were noted. (B) There were multifocal wedge-shaped low attenuation lesions in both kidneys. (C) At 2 months later, although the
diffuse edematous wall thickening of the stomach had not changed markedly, the multiple homogeneous enhancing lymph nodes in the
mesentery showed slight decreases in size. (D) Multifocal wedge-shaped low attenuation lesions in both kidneys were much improved.
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