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Abstract  Objective: To observe the change of asymmetric dimethylargi-nine (ADMA) and insulin resistance
(IR) in essential hypertention patients and explore the effect of olmesartan, Method : All 85 patients with essential
hypertension were recruited. Homeostasis model assessment-insulin resistance index ( HOMA-IR) was applied to
estimate insulin resistance. Fifty-one patients were classified as essential hypertention with IR group (IR group) .
and 34 as without IR group (non-IR group), Another 22 healthy individuals were selected as control group., Levels
of fasting serum glucose. insulin and ADMA were measured, HOMA-IR was calculated as a measure of insulin
resistance, The changes of indexes above were observed before and after treatment of olmesartan in essential hy-
pertension. Result: () Serum concentration of ADMA and HOMA-IR were significantly increased in EH with IR as
compared with those in EH without IR and controls (P<Z0. 01, P<20. 01). the levels of ADMA in EH without IR
were significantly higher than those in controls (P<20, 05). @ In patients with EH. Pearson correlation analysis
shows that levels of ADMA were positively correlated with HOMA-IR (-=0. 388, P<_0. 01). (3 Olmesartan can
significantly decrease the level of ADMA as compared with those unintervened by Olmesartan (P<20. 05). Conclu-
sion: (D The level of serum ADMA significantly is higher in patients with essential hypertension complicated IR
than in without IR, the abnormal increase of ADMA may be related to the pathogeny of EH. (2 The abnormal
increase of ADMA is closely related to IR, D Olmesartan may decrease the level of ADMA and probably be related
to the improvement of IR.
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