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o] HAHAT (Fig. 2).

Fig. 2. The images of simple abdomen X-ray (A)
and computerized tomography of abdomen
(B) reveals large impacted staghorn stone with
nephrocalcinosis in the right kidney and
multiple calcifications with stones in the left
kidney.
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Fig. 3. Brain magnetic resonance imaging shows

multifocal high T2, low T1 cotical lesion with
some enhancement in bilateral parietal,
bilateral occipital, and bilateral temporal
lobes, which are suggestive of hypertensive

encephalopathy.

ord MR2Xo2 YRSt primary hyperoxaluria 12l

N 24 AN Ande] 833 R &
g AR AFe] BRI (Fig. 4.

Fig. 4. Kidney biopsy of the patient shows
dilatation of the tubules with the crystalline
material within the lumen in light microscopy
(upper panel). Calcium oxalate crystals are
more easily seen by the birefringence under

polarized light (lower panel).
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At Renalmin 1T qd, calcitriol 0.25g qd,
calcium carbonate 1000 mg tid, Feroba 1T qd,
ithesartan 150 mg qd, minoxidil 5 mg qd,
tenormin 25mg qd, nicardipine 40 mg qd,
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