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Abstract : To elucidate the effects of rice protein on low-density lipoprotein receptor ( LDL) which is a regulatory
factor in cholesterol metabolism, male Wistar 18-week-old rats were fed cholesterol-free/-enriched diets (1% cho-
lesterol and 0. 25% sodium cholate) with 14% (as crude protein) of rice protein and casein ad libitum for 18
days. Plasma levels of total cholesterol (TC) , high-density lipoprotein cholesterol (HDL-C) and hepatic gene and
protein expressions of LDLR were measured. Rice protein significantly reduced plasma TC, non-HDL-C and athero-
genic index in comparison to casein (P < 0.05). Also, hepatic gene and protein expression of LDLR were signifi-
cantly increased in adult rats fed rice protein as compared with casein (P < 0.05). The present results suggest
that the stimulation of LDLR expression to decrease plasma LDL-C is one of major hypocholesterolemic mechanisms
exerted by rice protein, regardless of dietary cholesterol.
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Table 1 The primers sequences used in analysis

RSP #5149 TSI
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HMG-COA R
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4, one-way ANOVA HE4T B E MR . KL & £
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Table 2 Effects of dietary proteins on plasma cholesterol levels

CF CC RC
TC (mg/dL) 68.59 + 2.97% 56.56 + 3.36" 103.31 + 4.93* 79.45 + 9.99"
HDL (mg/dL) 42.44 + 3.54 40.25 + 5.66 66.42 + 3.82 55.64 + 4.55
non — HDL (mg/dL) 26.15 + 1.81% 16.31 + 3.37" 36.89 + 4.31° 23.81 = 8.27"
Al 0.64 + 0.08* 0.48 + 0.14° 0.57 + 0.08° 0.43 + 0.15"
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B, RF 5 RC 4K Bl il % HDL-C /K-35 CF J 02¢
CC LRI, LT ML (P > 0.05), X5 O & oG RO
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O B DKo R RE A AE 1 R A2 o JF HL, SEEREE R
7, FOR AR F AR LA RE [ st K ~F- A5 R TR 3h bk it
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Fig. 1 Effects of dietary proteins on hepatic LDLR gene expression
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