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ABCG2 URIC ACID CONGENTRATION, SERUM, QUANTITATIVE TRAIT LOCUS
ACTN4 NEPHROTIC SYNDROME, TYPE 1; NPHS1

ADAMTS13 | Atypical Hemolytic-Uremic Syndrome

AGXT HYPEROXALURIA, PRIMARY, TYPE 1

APOE LIPOPROTEIN GLOMERULOPATHY: LPG

APRT ADENINE PHOSPHORIBOSYLTRANSFERASE DEFICIENGY; APRTD

AQP2 DIABETES INSIPIDUS, NEPHROGENIGC, AUTOSOMAL

ATP6VOA4 | RENAL TUBULAR ACIDOSIS, DISTAL, AUTOSOMAL RECESSIVE; RTADR
ATP6V1B1 | RENAL TUBULAR ACIDOSIS, DISTAL, WITH PROGRESSIVE NERVE DEAFNESS
ATP7B WILSON DISEASE

AVPR2 DIABETES INSIPIDUS, NEPHROGENIC, X-LINKED

BSND BARTTER SYNDROME, TYPE 4A

CA2 OSTEOPETROSIS, AUTOSOMAL REGESSIVE 3

CAPG

CASR HYPOPARATHYROIDISM, FAMILIAL ISOLATED; FIH

CD2AP FOCAL SEGMENTAL GLOMERULOSCLEROSIS 3, SUSCEPTIBILITY TO; FSGS3
CD46 HEMOLYTIC UREMIC SYNDROME, ATYPICAL, SUSCEPTIBILITY TO, 2; AHUS2
CEP290 MECKEL SYNDROME, TYPE 4; MKS4

GFH HEMOLYTIC UREMIG SYNDROME, ATYPICAL, SUSCEPTIBILITY TO, 1; AHUST
CF1 HEMOLYTIC UREMIC SYNDROME, ATYPICAL, SUSGEPTIBILITY TO, 3; AHUS3
CLCN5 DENT DISEASE 1

CLGNKB BARTTER SYNDROME

CLDN16 HYPOMAGNESEMIA 3, RENAL; HOMG3

CLDN19 HYPOMAGNESEMIA 5, RENAL, WITH OCULAR INVOLVEMENT; HOMG5

€0Q2 COENZYME Q10 DEFIGIENGCY, PRIMARY, 1; G0Q10D1

GTNS CYSTINOSIS, NEPHROPATHIG; GTNS

EGF HYPOMAGNESEMIA 4, RENAL; HOMG4

FGF23 HYPOPHOSPHATEMIC RICKETS, AUTOSOMAL DOMINANT; ADHR

FN1 GLOMERULOPATHY WITH FIBRONEGTIN DEPOSITS 2; GFND2

FXYD2 Autosomal dominant isolated renal magnesium loss

GALNT3 TUMORAL CALGINOSIS, HYPERPHOSPHATEMIC, FAMILIAL; HFTC

GLIS2 NEPHRONOPHTHISIS 7; NPHP7

GRHPR HYPEROXALURITA, PRIMARY, TYPE II; HP2

HNF1B RENAL CYSTS AND DIABETES SYNDROME

HPRT1 KELLEY-SEEGMILLER SYNDROME

INVS NEPHRONOPHTHISIS 2. NPHP2

1QCB1 SENTOR-LOKEN SYNDROME 5; SLSN5

KCNA1 autosomal dominant hypomagnesemia and myokymia

KCNJ1 BARTTER SYNDROME, ANTENATAL, TYPE 2

KCNJ10 SESAME Syndrome

NPHP1 NEPHRONOPHTHISIS 1; NPHP1
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NPHP3 NEPHRONOPHTHISIS 3; NPHP3
NPHP4 NEPHRONOPHTHISIS 4; NPHP4
NPHS1 NEPHROTIG SYNDROME, TYPE 1; NPHS1
NPHS2 NEPHROTIC SYNDROME, TYPE 2; NPHS2
NR3C2 PSEUDOHYPOALDOSTERONISM, TYPE I, AUTOSOMAL DOMINANT; PHATA
PAX2 PAPILLORENAL SYNDROME
PHEX HYPOPHOSPHATEMIC RICKETS, X-LINKED DOMINANT; XLHR
PKD1 POLYCYSTIC KIDNEY DISEASE 1; PKD1
PKHD1 POLYCYSTIC KIDNEY DISEASE, AUTOSOMAL REGESSIVE: ARPKD
PLCE1 NEPHROTIC SYNDROME, TYPE 3; NPHS3
ROB0O2 VESICOURETERAL REFLUX 2; VUR2
RPGRIP1L | RPGRIPTL
SCNN1A | PSEUDOHYPOALDOSTERONISM, TYPE I, AUTOSOMAL RECESSIVE; PHA1B
SCNN1B | PSEUDOHYPOALDOSTERONISM, TYPE I, AUTOSOMAL RECESSIVE: PHA1B
SCNN1G | PSEUDOHYPOALDOSTERONISM, TYPE I, AUTOSOMAL RECESSIVE: PHA1B
SLC12A1 | BARTTER SYNDROME, ANTENATAL, TYPE 1
SLC12A3 | GITELMAN SYNDROME
SLC17A5 | SIALURIA, FINNISH TYPE
SLC22A12 | HYPOURIGEMIA, RENAL, 1; RHUCT
SLC2A2 | FANCONI-BICKEL SYNDROME: FBS
SLG2A9 | HYPOURIGEMIA, RENAL, 2; RHUC2
SLC3AT GYSTINURIA
SLG4A1 RENAL TUBULAR ACIDOSIS, DISTAL, WITH HEMOLYTIC ANEMIA
RENAL TUBULAR AGIDOSIS, PROXIMAL, WITH OCULAR ABNORMALITIES AND MENTAL
SLCAA4 | RETARDATION
SLC5A2 | RENAL GLUCOSURIA; GLYST
SLG7A9 | CYSTINURIA
TRPG6 FOCAL SEGMENTAL GLOMERULOSCLEROSIS 2:; FSGS2
TSC1 TUBEROUS SCLEROSIS 1; TSC1
1SG2 TUBEROUS SCLEROSIS 2; TSC2
UMOD HYPERURICEMIC NEPHROPATHY, FAMILIAL JUVENILE, 1; HNFJ1
VHL VON HIPPEL-LINDAU SYNDROME; VHL
WNKT SEUDOHYPOALDOSTERONISM, TYPE 11C; PHA2C
WNK4 PSEUDOHYPOALDOSTERONISM, TYPE IIB; PHA2B
WT1 DENYS-DRASH SYNDROME; DDS
XDH ANTHINURIA, TYPE 1
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