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The Effect of Woohwang with Pear Phenolic compound on Blood Pressure,
Plasma Renin, ANP in Hypertensive Rat Induced by 2K1C

Dae-Hwan Youn™
College of Oriental Medicine, Dongshin University

ABSTRACT

Oriental pear was used as treatment of asthma, control of blood pressure tonic medicine diabetes in
oriental medicine, Pear Pectin was effective on control of blood pressure in previous report. In this study,
it was investigated that Woohwang with pear extractions effects on cardiovascular system as blood
pressure and renin and Atrial natriuretic peptide(ANP) in plasma. The 2KI1C hypertension model was
prepared by constricting the left renal artery with a sliver clip. Animals were then divided into three
groups, control, Woowhang:Pear Phenolic compound(1:1), Woowhang:Pear Phenolic
compound(2:1), Woowhang:Pear Phenolic compound(1:2) were supplied with them. Direct-blood pressure was
measured at femoral vein, Indirect-blood pressure was measured at rodent tail. The results are as follows.
The blood pressure was more significantly decreased at 1:2(wochwang:pear phenolic compound)group than
other groups. On 6912 15days, the blood pressure was significantly decreased in 1:2(woohwang:pear
phenolic compound)group. The plasma ANP was significantly increased in 1:2(woohwangipear phenolic
compound)group. It tenders to decrease in 1:2(woohwangpear phenolic compound)group on plasma renin.
Based on the above results it is assumed that oral administration fo Woohwang with Pear Phenolic
compound(1:2) can help the treatment of hypertension.
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Fig. 1. Effect of administration according to the woohwang and
pear phenolic compound on indirect blood pressure in rats. The
blood pressure change daily are an comparison values about control
group 100%. con, control gooup, com'control, 1:1(woohwang : pear
phenolic), 2:1 (woohwang :@ pear phenolic), 1:2(woohwang : pear
phenolic, Solutions are administrated 3ml per kg for 3weeks on rat,
a day’s interval. *, **, Statistically different compared with
before administration( * :P<0.05, * *P<001).
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Fig. 2. Effect of administration according to the woohwang and
pear phenolic compound on direct blood pressure in rats. Upper,
middle and lower figure present the administration of 1:1{woohwang
: pear phenolic)solutions, 2:1 (woohwang : pear phenolic)solutions,
1:2(woohwang : pear phenolic)solutions in femoral vein respectively.
The blood pressure change daily are an comparison values about
before adminstration(con). *, * * Statistically different compared
with before administration( * 'P<0.05, * * P<0.01).
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Fig. 3. Effect of administration according to the woohwang and
pear phenolic compound on plasma renin in rats. Figure present
the administration of 1:1(wochwang @ pear phenolic)solutions, 2:1

(woohwang pear phenolic)solutions, 1:2(woohwang @ pear
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