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A Case of Sjégren’s Syndrome with Intersititial Pneumonitis
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Sjbgren’s syndrome (SS) is an immunologic disorder characterized by progressive destruction of the
exocrine glands due to infiltration of lymphocyte resulting in mucosal and conjunctival dryness
accompanied by a variety of autoimmune phenomena. And SS is divided into primary and secondary

by accompanying collagen vascular diseases.

In Korea, only a few cases of primary SS and primary S8 with interstitial pneumonitis have been

documented.

Recently we experinced a suspected case of primary SS with interstitial pneumonitis diagnosed by
sublabial and open lung biopsy, Schirmer’s test and slit lamp test,
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Fig. 1. Chest P-A shows increased interstitial mark-
ings on both lower lung field and blunting of
both costophrenic angle.

Fig. 2. Thin section computerized tomogram shows
multiple fine nodular densities and conglumat-
ed alveolar densities in left lower lung field.
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Fig. 3. Themogfém shows decreased temperature on
2nd and 3rd of left hand and 2nd, 3rd, and 5th
finger of right hand.
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g. 4. Microphotograph of the lip shows interstitial edema and peri-
ductal infiltration of chronic inflammatory cells (H-E, x40).
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Fig. 5. Low magnification reveals alternating patchy distribution of areas
of normal or interstitial inflammation and fibrosis(H- E, x40).

Fig. 6. Section shows interstitial thickening by infiltration of chronic
inflammatory cells and fibrosis (H-E, % 40).
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Fig. 7. Section shows microscopic honey-comb appearance (H-E, x40).
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