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Anti-hypertensive Activity of New Potato(Solanum tuberosum) Variety

of Gui Valley Via Inhibition of Angiotensin Converting Enzyme
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This study was attempted to investigate the anti-hypertensive activity of Solanum tuberosum, cv. Gui valley.
Ethanol extract of Gui vally (EGV) increased free radical scarvenge activity up to 91.6% of control at 200 wxg/ml. It's
anti-oxidant activity is simitar to 10 uM of ascorbic acid, well known as antioxidant. EGV inhibited
Angiotensin-I-converting enzyme (ACE) activity in vitro. ACE plays a important role in regulation of blood pressure and
ACE inhibitors are important for the treatment of hypertension. Anti-hypertensive activity of EGV in vivo was assessed
in lead acetate (LAT)-induced hypertensive rats for 8 weeks. Elevated blood pressure in control group was significantly
decreased by EGV at 200 mg/kg. Also, ACE activity in blood was also suppressed by EGV treatment. Taken together,
these results suggest that EGV has an anti-hypersive activiy via inhibition of ACE and can be used for the treatment

or prevention of hypertension.
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Fig. 1. Effect of Gui vally ethanol extract on free radical scavenging
activity. Values represent means # S.D.
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Fig. 2. Inhibitory effect of EGV on Angiotensin | -converting enzyme
activity. Vvalues represent means + SD.
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Table 1. Effect of Gui vally ethanol extract on blood pressure in lead
acetate (LAT)-induced hypertensive and normal rats.

Dose SBP (mmHg)
Treament (/g ™3 2 s 5 8 (weekd
Normal 97+43 ¢ WB2x459 %2+39 g 965+78 g 952+34 ¢
LAT 986250f g 10574351 g 120.7+5.7% 1592¢105% 171.2¢128°

Gui valley 100 942432 g 1032¢46f g 1109537 1487+98% 16524107
Gui valley 200 86.7+#87 g 1029+32f g 106.3+29 g 1302487 143325
Rats were orally administered Gui valley extract (100, 200 me/ke) daily for consecutive
eight weeks after lead acetat (LAT)-induced hypertensive state. Values represent means

+ SD. (n=6), Values sharing the same syperscript letter are not significantly different
gach other (p¢0.05) by Duncans multiple range test
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Fig. 3. Effect of Gui vally ethanol extract on blocd pressure in lead
acetate (LAT)-induced hypertensive and normal rats. va'es represent
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Fig. 4. Effect of Gui vally ethanol extract on angiotensin converting
enzyme(ACE) activity in serum of studied animals during 4 weeks
of study. Vvalues represent means = S.D. (n=86). Values sharing the same
syperscript letter are not significantly different each other {p<0.05) by Duncan,s
multiple range test
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