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BACKGROUND CASE DIAGNOSIS/TREATMENT

BK virus-nephropathy (BKVN) Is estimated to
cause a progressive kidney transplant injury In
1-10% of renal transplant recipients, but it's
rarely diagnosed In case of non-renal
transplantation [1,2].

There are few clinical observations of BKVN In
patients with heart, liver and hematopoietic
stem cell transplantation (HSCT) to date
[3,4,9].

It's possible that the actual incidence of BKVN
IS much higher Iin these patients.

Fig.1 Clinical-laboratory data of the patient
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Our patient was presented with severe anemia at first year of age.
The multilinear myelodysplasia was diagnosed, and HSCT was
performed to the patient at 6 y.0.(28.06.2012). Engraftment was
observed at +26 day after HSCT. The function of transplant was
sufficient during the whole period of observation. The girl suffered
from chronic relapsing steroid-dependent skin form of graft-versus-
host disease grades II-lll. That why she was treated with
prednisone 1mg/kg/day (0/7.08.2012-01.04.2013), Mycophenolate
mofetil 25mg/kg/day (25.10.2012-01.04.2013), Prograf
0,12mg/kg/day (07.11.2012-24.05.2013) (Fig.1). Considering low
serum IgG level (1,5-3,6 g/l) she received IVIG. The patient’s
Immunosuppression was converted to Methotrexate (0,6
mg/kg/week from 24.05.2013) and Cyclophosphamide (200
mg/m?/week from 21.06.2013) because of stem cell transplant’s
hypofunction and acute nephrotoxicity (reversible rising of blood
creatinine to 80 umol/l).

One month later (28.07.2013) the gradual deterioration of renal
function was noted: In 2 mo serum creatinine rose from 58 ymol/l to
120 umol/l, urine specific gravity was 1005-1008. Urinalysis and
renal US were normal. BK-virus PCR analysis revealed 6,7 x10°
copies/ml in urine and 2x10° copies/ml in blood. A renal biopsy was
performed. There was advanced chronic tubulointerstitial injuary;,
mild lymphocytic infiltration and many intranuclear inclusions typical
for BK-polyoma virus Infection (Fig.2A) with positive
Immunostaining for SV40 T-antigen (Fi1g.2B). Immunosuppression
was discontinued, therapy with Cidofovir 0,5 mg/kg/week,
leflunomide (Arava) 10mg/day, Ciprofloxacin 20 mg/kg was started.
Despite BK-virus clearance of blood and decline of BK-virus level in
urine, there was no improvement of renal function after 6 weeks of
treatment: Cr,=136pumol/l, Cys-C=3,36mg/ml, eGFR¢ =22 ml/min

[6].

CONCLUSIONS

Renal dysfunction In HSCT recipient traditionally has been
attributed to use of nephrotoxic drug. But our clinical case and
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therapy.
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