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Abstract

NEREELELE R

Effect of soybean hydrolysate prepared by ultrafiltration(UF -peptide) was evaluated regarding

its action on blood pressure, selected biochemical changes in spontaneously hypertensive rats(SHR).
Male SHR were divided into three groups and fed diet with 0, 3, 109 UF —peptide for 6 weeks. Devel-
opment of hypertension was determined by tail cuff method during the experimental period. After
the experimental period, angiotension I converting enzyme(ACE) activity in serum and vascular tissue,
and lipids level in serum were measured. Spontaneous elevation of blood pressure was suppressed
by the UF-peptide supplementation after two weeks of feeding. After five weeks of feeding the devel-
opment of hypertension was significantly inhibited in the UF-peptide administered groups compared
to the control. In addition, the UF-peptide was effective for lowering serum lipids level such as trig—
lyceride and total cholesterol, as well as ameliorating some pathological changes in SHR.
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Fig. 1. Effect of UF-peptide on the change of body
weight gain in SHR.
SEM was less than 109 and was omitted for clarity.
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Fig. 2. Effect of UF—-peptide on the serum GOT and
GPT activities in SHR.
Data are expressed as the meantSE.
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Table 1. Effect of UF-peptide on the weight of various organs in SHR

Group
Organ - -
Control 3% UF-peptide 109 UF-peptide(g/100g, B.W.)

Liver 403*0.32 352%0.14 3.39£0.29
Spleen 0.20%£0.04 0.17%0.01 0.19£0.01
Lung 0.85+0.13 0.75£0.10 0.77£0.07
Kidney 0.70x0.05 0.6310.02 0.72£0.02
Adrenal glands 0.01x0.00 0.01£0.00 0.01£0.00
Thymus 0.03£0.00 0.03+0.00 0.03+0.01
Heart 0.35+0.04 0.3510.02 0.381£0.02

*Values are meanstSE. n=6
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Fig. 3. Effect of UF-peptide yon the change of blood
pressure in SHR.
*Significantly different from the control group(p<0.05)
SEM was less than 1096 and was omitted for clarity.
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Fig. 4. Effect of UF—peptide on the serum lipids level
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Data are expressed as the meantSE.
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Fig. 5. Effect of UF-peptide on the ACE activity in
serum and aorta of SHR.
Data are expressed as the mean*SE.
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