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Present condition of the studys of the epithelial Na chann
el(ENaC) and its genes

ZANG Li, LI Nan-fang .

Xinjiang Vigur autonomic hypertension institute, Xinjiang 830000, P.R..Ch
ina

Abstract The human epithelial Na channel is composed of three subunits: o B+ v,Which were
encoded by SCNN1A. SCNN1B. SCNN1G genes respectively. ENaC is responsible for the
rate-limiting step of sodium reabsorption and thus plays an important role in the maintenance of so
dium balance, extracellular fluid volume and blood pressure. Gain-of-function mutations in ENaC
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genes cause an infrequent hereditary hypertension —Liddle syndrome; L oss-of-function mutation
sin ENaC genes cause an hereditary hypotension—Pseudohypoal dosteronism; Essential hyperte
nsion isakind of disease cooperated by genetic factors and environmental factors, ENaC genes a
re given more attention as candidate gene of essential hypertension beasease of itsimportant role
of maintenance of sodium homeostasis and blood pressure .
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