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Turner syndrome is usually accompanied with various anomalies, Congenital urological and renal
abnormalities are often associated with this syndrome, The occurrence of glomerulonephritis is uncommon,
An 18—year—old woman showed fatigue and profound proteinuria, She had been diagnosed with
Turner syndrome in her age of 15, The kidney biopsy specimen examined by light microscopy,
immunofluorescence and electron microscopic examination revealed focal segmental glomerulosclerosis,
This is the first case report of focal segmental glomerulosclerosis in turner syndrome in South Korea,
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Figure 1. Jone-silver stain reveals segmental sclerosis in two glomeruli and tubular atrophy and interstitial foam
cells(A,x200). Electron microscopy displays diffuse effacement of foot processes. There is no electron dense material

deposit(B).
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FSGS in Turner Syndrome
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Table 1. Six cases of Turner syndrome with glomerulonephritis

. Serum ..
No | Year | Karyotype Age | Presenting | Serum Cr albumin Proteinuria Diagnosis Renal Reference
(y) symptoms | (mg/dL) (e/dL) (g/day) recovery
1| 1982 | 4% delX) |, | Hematuria, ) ) g 35 1.58 MPGN no 4
(p 11) Pyuria
46XY/ Amenorrhea,
2 | 1989 45X 18 Edema. 0.4 2.6 9.6 FSGS no 5
3| 1998 45X 4 | Protemura, | | 48 1:205 FSGS no 6
Hematuria
Proteinuria, MN
4 | 2004 - 1 ’ . . 2.
00 3 Athralgia 0.3 3.7 3 yes 7
s | 203 | 45X jp | Protemuria, -l MN yes 8
Hematuria
46X, der(X) Proteinuria.
6 | 2014 | del(X)(p10) 18 Pt ue’ 0.81 3.7 3.6 FSGS yes
del(X)(q25) °

MPGN, membranoproliferative glomerulonephritis; FSGS, focal segmental glomerulosclerosis; MN, membranous nephropathy.
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