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Table 1 Laboratory data on admission
Hematology Serology

WBC 6,700/pl CRP 0.2 mg/dl
Neut 77.5% KL-6 1,150 U/ml
Eos 1.0% 1gG 4,166 mg/dl
Bas 0.3% IgA 1,290 mg/dl
Lym 16.1% IgM 65 mg/dl
Mon 51% ANA 640 X

RBC 363 x10%/ul P-ANCA <10 EU

Hb 115 g/dl RF 41 U/ml

Plt 25.5x10%/ul Anti SS-A Ab > 256 X

Biochemistry Anti SS-B Ab 32 %

TP 9.1 g/dl Anti Jo-1 Ab (—)

Alb 3.8 g/dl Arterial blood gas analysis

T-Bil 0.8 mg/dl pH 7407

GOT 48 1U/I1 Pa02 81.3 Torr

GPT 26 1U/1 PaCO:2 38.3 Torr

LDH 251 1U/1 Pulmonary function test

ALP 196 1U/1 FVC 178 L

CPK 182 1U/1 %EVC 78.6%

UA 6.9 mg/dl FEV1 146 L

BUN 22 mg/dl FEV1% 82.0%

Crt 0.9 mg/dl DLCO 32.3%

Na 135 mEq/!I

K 47 mEq/L

Cl 100 mEq/L
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Chest radiograph obtained on admission, show-

Fig. 1
ing reticular opacities and volume loss in both lower
lung fields.
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Fig. 2 Chest CT (upper) and HRCT (lower) scan ob-
tained on admission, showing peripheral air-space
consolidation and ground-glass attenuation mainly in
both lower lung fields without typical honeycombing.
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Fig. 3 Photomicrograph of a lung specimen obtained

by video-assisted lung surgery biopsy, showing alveo-
lar wall thickening caused by inflammatory cell infil-
tration and tiny amounts of fibrosis and exudates
within the air spaces.

Some parts show uniformity with inflammatory cell
infiltrations (A) and some show patchy subpleural mi-
croscopic honeycombing distribution with destruc-
tive changes of alveoli adjacent to areas of normal al-
veolar walls (B).
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Fig. 4 Chest radiograph obtained on acute exacerba-
tion, showing widespread diffuse ground-glass opaci-
ties in both lung fields
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Abstract
A case of rapid progressive interstitial pneumonia associated with primary Sjogren syndrome

Yoshihisa Naruse”, Naoki Inui”, Hideki Yasui”, Masato Karayama”, Sawa Yamazaki”,
Eriko Muramatsu”, Tomohiro Uto", Satoru Morita"”, Tomoyoshi Tsuchiya”, Yutaka Nakano",
Noriyuki Enomoto®, Shiro Imokawa?, Takafumi Suda? and Kingo Chida”
YDepartment of Respiratory Medicine, Seirei Mikatahara Hospatal
“Second Department of Internal Medicine, Hamamatsu University, School of Medicine

A 72-year-old woman with a dry cough and dyspnea on exertion was admitted to our hospital. A chest radio-
graph showed reticular opacities and volume loss in both lower lung fields. She was troubled with xerostomia and
her laboratory test showed positive reaction for anti SS-A and SS-B antibody. Labial biopsy led to a diagnosis of
primary Sjogren’s syndrome (pSjS). Lung biopsy specimens obtained by video-assisted thoracoscopic surgery
(VATYS) revealed interstitial pneumonia. On the sixth postoperative day, hypoxemia acutely worsened and her
chest radiograph showed widespread diffuse ground-glass attenuation. A diagnosis of acute exacerbation was
made, and steroid and immunosuppressive therapy was started. In spite of intensive therapy, she died due to res-
piratory failure. We report a rare case of interstitial pneumonia with pSjS resulting in acute exacerbation.



