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Hemorrhagic fever with renal syndrome (HFRS) is one of the most important infectious disease in Korea
and asian teritories, which is caused by Hantaan virus, transmitted by infected mice (Apordemus agrarius,
Ratus ratus, laboratory rcom animals and others). Clinical findings are divided in 5 phases; febrile,
hypotensive, oligouric, diuretic and convalescence phase. The pathologic characteristics show the
importance of vascular dysfunction in the pathogenesis of this disease, characterized by selective
hemorrhage in the right atrium, renal medulla, skin and the anterior pituitary glands in autopsy findings.
Renal biopsy findings are variable according to the clinical phase and severity and were as follows:
normal glomeruli, mesangial expansion, varying cellular proliferation, proliferative glomerulonephritis, acute
tubular necrosis, medullary congetion, interstitial hemorrhage and inflammation. IF study reveals some
granular mesangial deposition of IgA, IgG, IgM and C3 in human biopsy kidney and several experimental
studies. IgA nephropathy is the most frequent nephropathy in Korea and divided in primary and
secondary. The secondary IgA nephropathy is thought to be caused by hepatobiliary disease, mucosal
disease, infection, malignancy, some hematologic disease and systemic autoimmune or heypersensitivity
disease. We experienced IgA nephropathy in a 23-year-old HFRS patient. Urinalysis disclosed 1.3 gm/day
of protein, 20-25 RBC/HPFs, many WBC/HPFs and some of the granular casts. Indirect IF study for
Hantaan viral Ab. was 3+. A percutaneous renal biopsy was performed at 15th. hospital day of diuretic
phase. Light microscopic findings show diffuse mild mesangial proliferative glomerulonephritis with a few
mesangial fuchsinophilic deposits in trichrome stain, and evidence of ATN and patchy interstitial
inflammation. IF study shows diffuse granular mesangial deposits of IgA and C3 and weak deposits of
Ig¢G and IgM. Electron microscopic study reveals occasional electron dense deposits, mostly in
paramesangiums and some in axial area. In summary of these findings, we made a diagnosis of secondary
IgA nephropathy associated with HFRS. But the superimposed primary IgA nephropathy can not be
completely ruled out.

-5 296 -




