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The pactical use of inhibitors ACE in treatment of essential

hypertension showed, that in spite of theoretical reasons, 

they rendered antihypertension effect not only in high

renin hypertension, but and I low renin activity of plasma.
Method: 56 patients (pts) with essential hypertension received 

Enalapril maleat in doses sufficient for alequate control

of arterial blood pressure. The natriuretic hormone (NUH)

was defined by enzimatic method. Activity of Na-K-ATP-ase
was defined by formation of nonorganic phosphat. Level

of angiotensin II (AII), angiotensin convertation enzyme

(ACE), aldosterone (ALd), plasma renin activity were

defined by RIA.

Results: level of AII, ACE, Ald lowered and PRA raised

after treatment with enalapril maleat in the group with
initial low PRA. Levels of NUH and activity of Na-K-ATP-ase

were maximal in the group with initial raised  PRA.

Changes of neurohumoral factors in dynamic of treatment

represented in following Table.

	Indexes
	Low PRA
	Low PRA
	High
PRA
	High

PRA

	Treatment of enalapril maleat
	Before treatment
	After
treatment
	Before treatment
	After

treatment

	NUN, mkmol/L
	763
	581
	512
	483

	Na-K-ATPase,nmol/mg/ min
	1,70,1
	2,90,2
	2,10,1
	2,20,1

	PRA, ng/ml/h
	0,770,05
	8,200,03
	4,710,08
	9,350,06

	Angiotensin II nmol/L
	14,480,06
	9,850,03
	21,420,03
	11,320,04

	ACE, Ed/L
	41,80,4
	33,30,7
	62,50,5
	28,70,4

	ALd, nmol/L
	1,030,03
	0,760,05
	0,990,04
	0,730,04


Conclusion: these indicate that ACE-blocker Enalapril maleat have hyponensive effects in pts

with initial lowered PRA due to decrease in level NUH
  and increase activity of  Na-K-ATPase, that lead to normalisation of transmembrane ions transport, lowering of vessel reactivity and periferal vasodilation.
