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[ Abstract] The human epithelial Na channel is composed of three subunits: o ,B .y, which are 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 sodium balance, extracellular fluid volume
and blood pressure. Gain-of-function mutations in ENaC genes cause an infrequent hereditary hypertension —
Liddle syndrome; Loss-of-function mutations in ENaC genes cause an hereditary hypertension—
Pseudohypoaldosteronism ; Essential hypertension is a kind of complex disease cooperated by genetic factors and

environmental factors, ENaC genes are given more attention as candidate gene of essential hypertension because

&

of its important role in maintenance of sodium homeostasis and blood pressure.
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