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￭Sun-357￭
Improvement of dasatinib-induced FSGS after attempting treatment-free remission

서울의료원 내과
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Background: The protein kinase inhibitor dasatinib, targeting BCR-ABL and SRC family kinases, is used in chronic myeloid leukemia. Here we report a 
case of focal segmental glomerulosclerosis that was caused by dasatinib. Case presentation: A 43-year-old Korean woman was referred to our clinic for 
leukocytosis and thrombocytosis. A blood test showed elevated white blood cell count of 46,100/μL and platelet count of 985,000/μL. According to bone 
marrow examination, she was diagnosed with chronic phase CML, and dasatinib at a daily dose of 100mg was prescribed. She achieved early molecular re-
sponse at 3 month, complete molecular response at 8 month. Three months after administration of dasatinib, her spot urine protein was 2+, but it didn’t at-
tract attentions. Due to progressive proteinuria (urine protein 3+, protein/creatinine ratio of 2.35 g/gCr) at 38 months of dasatinib treatment, a kidney biopsy 
was performed. Light microscopy revealed lobular collapse and sclerosis of glomeruli in 6% (2 of 35 observed glomeruli), slightly increased size and mild-
ly hypercellular involving mesangial cells in remaining glomeruli. Electron microscopy revealed focal marked effacement or sloughing of epithelial cell 
foot processes. No electon-dense deposits are found. There is no evidence of immune complex or autoantibody deposition in fluorescence microscopy 
(Figure1). Based on the above findings, focal segmental glomerulosclerosis was diagnosed. Thereafter, we decided to attempt dasatinib discontinuation to 
achieve treatment-free remission. Protein/creatinine ratio was decreased to 0.08 g/gCr after one month cessation of dasatinib. Two months later, loss of ma-
jor molecular response was observed, imatinib mesylate was started. Conclusion: This is the case of dasatinib-induced focal segmental glomerulosclerosis 
which improved after cessation of dasatinib, nevertheless the long term exposure of causative drug.
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Sarcoidosis presenting as recurrent urolithiasis with renal failure, mimicked for lymphoma
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 Case report: A 41-year-old man referred with recurrent urolithiasis for 3 years. At admission, physical exam revealed crackles at lower lung fields, skin 
nodules on the whole body. His blood tests showed an increased level of serum creatinine (3.37㎎/㎗) and calcium (11.8㎎/㎗). Also spirometry declined: 
forced expiratory volume in one second 3.10L (72% of predicted), forced vital capacity 3.93L (74% of predicted). The chest x-ray showed enlarged both hi-
lar lymphadenopathy (LAP) and parenchymal infiltration of lungs. The electrocardiogram and echocardiogram showed sinus pause, moderate left ven-
tricular hypertrophy with mild left atrial enlargement and basal to mid inferior and septal wall dyskinesis. The computerized tomography (CT) showed not 
only the left ureter stone but extensive LAP in cervix, hilum, retroperitoneum, pelvic walls and both inguinal area with numerous lung nodules. Under the 
impression of lymphoma, a whole-body 18-fluorodeoxyglucose positron emission tomography (18F-FDG PET) CT scan was done. It was noted metabolic 
hot uptakes of both supraclavicular, axillary, mediastinal, pulmonary hilar, retroperitoneal, both inguinal lymph nodes and hepatosplenomegaly with focal 
nodular uptake. Multiple biopsies at the skin, bone marrow, inguinal, mediastinal, axillary lymph nodes, and wedged lung resection revealed chronic gran-
ulomatous inflammation with multinucleated giant cells. (Image 1) Further exclusion studies were negative. Finally, sarcoidosis was diagnosed with patho-
logic studies, PET, spirometry, LAP, urolithiasis. Steroid pulse therapy was given, and the rapid improvement of creatinine (1.5mg/dL) was noted. 
Discussion: Renal involvement in sarcoidosis is rare; the incidence in the Western society ranges from 0.1 to 7%. In our case, in addition to the large renal 
and ureteric calculi, there were pronounced tubular, vascular, and focal glomerular calcification. Our case shows that ureteronephric stones resulting in re-
nal failure could be the initial manifestation of sarcoidosis. Hypercalcemia in a patient with recurrent nephrolithiasis, nephrocalcinosis, and renal failure 
can’t exclude sarcoidosis as a cause.

   




