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[ Abstract] As a rare disease caused by gene mutations, hereditary nephrolithiasis has an early onset and
a rapid progression in children. Some patients are complicated with acute renal insufficiency or failure during an
early stage. Currently the specific therapies are rather limited. Symptomatic measures,such as boosting the fluid
intake or promoting the dissolution of stones,are major therapeutic strategies. Specific options depend upon the

etiology and pathogenesis. This article summarizes the current status and recent advances in the treatment of he-

reditary nephrolithiasis in children.
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Table 1 Classifications of single-gene hypercalciuria

RLEAS S erE | LT
Dent 5 [ CLCN5(Xpl1.23) XLR
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£ AD(autosomal dominant, % Y {4 i PE35 4% ) ; AR (autosomal recessive , 5 Yt @0 A& Fa PEi5t 4% ) ; XLR ( X-linked recessive , X @i fa k(%) ;
FHHNC ( familial hypomagnesemia with hypercalciuria and nephrocalcinosis , 5 AR IMAE 85 FRAE 5 B 45 i UG 9E ) ; ADHH (autosomal-dominant
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B/ INE AN Z LSS 3] T 94 KA S, 150 ] B A U
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