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A case of minima change diseasein a patient with primary §ogren syndrome
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The prevaence of rena involvement in primary Sjégren syndrome (pSS) was estimated to be less than 10% and has shown favroable prognosis.
Tubulointerstitial nephritis (TIN) is most frequent renal manifestaion, however, nephrotic syndrome is rarely presented. In this case, we present the case of
minimal change disease in a patient with pSS. During diagnostic process, we had been considered overlgp syndrome such as §dgren syndrome-precedent
SLE (SYSLE). However, rena biopsy confirm our diagnosis for minimal change disease in a patient with pSS. A 63-year-old woman was visited to our
clinic because of generalized edemafor 5 days, also complained mild dyspnea. She had been treated for hypertension and pSSfor last 10 years. At time of
admission, her vital signs were normal with amaxima blood pressure of 155/95 mmHg and physica examination revealed grade 2+ bilatera pretibia pit-
ting edema. Laboratory findings revealed awhite blood cell count of 6,510/mm?, hemoglobin of 14.2 g/dL, platelet count of 300,000/mm®, blood urea nitro-
gen level of 18 mg/dL, and serum crestinine level of 0.71 mg/dL. Urinalysis showed 4+ proteinuria with hematuria. Urine protein/creatinine ratio (UPCR)
was 11,178 mg/g cregtinine. Serologic tests for complement and autoantibodies were normal except both positive ANA (1:320) and anti-SSA/Ro. First, we
suspected overlap syndrome such as SS/SLE. Therefore, we decided to undergo rena biopsy for diagnosis of lupus nephritis. A renal biopsy revealed that
most of glomeruli appear normal in size and cdllularity with diffuse effacement of foot processes and no immune deposits (Fig. 1). These findings are com-
patible with minimal change disease. We started on high-dose steroid treatment (prednisolone, 1 mg/kg) and added diuretics for edema control. After 10
days of high-dose steroid treatment, UPCR was decreased to 277 mg/g cregtinine. In conclusion, clnicians should considered renal biopsy for diagnosis of
rend manifestation in patients with pSS. Because identification of renal disease in pSS should prompt an investigation to exclude other autoimmune in-
flammeatory disorders such as SLE, cryoglobulinemia and 1gG4-related disorders.
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