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ABSTRACT

Since we have tried several clinical applications of soy protein for clinical and normal

subjects, minimum dose of protein was found to be 20 g per day or greater to decrease low

density lipoprotein (LDL) cholesterol. However, the mechanism of the LDL reduction is still

unknown. In this trial, three subjects were investigated the changes of HMG-CoA reductase

activity in their blood lymphocytes.

Their LDL cholesterol tended to decrease after the

ingestion of soy protein. Concomitantly, HMG-CoA reductase activities in lympohocytes were

found to be lowered. The present data indicate that soy protein accelerates LDL catabolism
through enhanced LDL receptor activities resulting in the inhibition of HMG-CoA reductase
activities. Rep. Soy Protein Res. Com., Jpn. 14, 89-91, 1993.
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Fig.1. Serum (@) and LDL (O) cholesterol levels.
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Fig.2. Diurnal variation of PBMCs HMG-CoA
reductase activity.
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Table1. Changes in total cholesterol  (mg/dL)
Before (n=3) 19612
After 183+13

Table 2. Changes in LDL-cholesterol ~ (mg/dL)
Before (n=3) 98+ 9
After 92+ 8

Table 3. HMG-CoA reductase activities
(pm/min/mg cell protein)

Before (n=3)
After

1.6%+0.4
1.2£0.3
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