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Sjogren’s Syndrome Presenting as a Large Pericardial Effusion

Jae-Woo Shinl, In-Ho Choiz, Hyun-Sook Kiml, and Soo-Taek Uh'

Departments of 'Internal Medicine and ZPathology, Soonchunhyang University Seoul Hospital,
Soonchunhyang University College of Medicine, Seoul, Korea

Primary Sjogren’s syndrome (pSS) is characterized by lymphocytic infiltration to the lacrimal and salivary glands. However, it
also includes a wide spectrum of clinical manifestations, including musculoskeletal, lung, kidney, neurological, and cardiac
manifestations. Cardiac involvement in pSS leads to various conditions including pericardial effusion (PE), left heart failure, pul-
monary hypertension, and left atrial hypertrophy. A large PE without pulmonary arterial hypertension is extremely rare and there
has been no case in Korea, to date. We report a case of a 45-year-old woman with newly-diagnosed pSS who presented with a large
PE and pleural effusion. The patient experienced a significant improvement of the PE following treatment with steroids. (Korean J
Med 2016;90:88-92)
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Figure 1. (A) On admission, chest X-ray showed cardiomegaly and a bilateral pleural effusion without con-
solidation in both lungs. (B) After treatment, it showed a decrease in both the bilateral pleural effusion and
cardiac size. PA-LT, posterior anterior-left lateral view.
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Figure 2. (A) On admission, chest CT revealed a bilateral pleural effusion with intrafissural loculation in the left hemithorax, as well as
mild cardiomegaly along with a moderate pericardial effusion. (B) Echocardiography revealed there to be a large pericardial effusion
(1.8 to 3 cm, white arrows). (C) After treatment, the pericardial effusion was markedly decreased to a depth of 0.7 cm (arrowhead). CT,
computed tomography.
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Figure 3. (A) Pericardial fluid included a small number of reactive mesothelial cells and lymphocytes in the fi-
brinous background on liquid-based cytology (PAP stain, x400). (B) The pleural effusion contained many
lymphocytes, macrophages, and reactive mesothelial cells (PAS stain, x400). (C) A minor salivary gland bi-
opsy revealed seromucinous glands and ducts without atrophy or destruction of the minor salivary gland
(H&E, x100). (D) A minor salivary gland biopsy showed the focal aggregation of lymphoplasma cells without
significant destruction of the surrounding tissue (H&E, x400).
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