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Effect of Viscaceae on the cholesterol biosynthesis in the rat liver tissue

N. E. Sung, M.D.

Department of Biochemishy, College of Medicine, Ewha Womans University

Rats being fed with 1% Viscaceae

powder containing diet for 10 weeks, total

cholesterol in serum and liver tissue decreased by 17% and neutral fat decreased

by 10%.

And also, hepatic HMG-CoA reductase activity had a tendency to decrease by
43% in the 1% Viscaceae fed group. In saponin fraction of Viscaceae fed group and
in alkaloidal fraction of Viscaceaze fed group, it had a tendency to decrease by 65%,

and 86% expectively.
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Stahdard diet composition

Moisture 10.0%
Fat 5.9
Protein 17.2
Ash 5.9
Salt 1.0
Carbohydrate 61.0*%
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Table 1. Total cholestorol, phospholipid and triglyceride content of rat serum and liver tissue

total cholesterol (mg %)

phospholipid (mg %)

triglyceride mg %

initial after 10 ws inital after 10 ws inital after 10 ws
group {Serum 85.6+3.1 87.2+2.5 67.5+1.9 72.0+3.1 71.542.6 75.34+]2.9
contrcl selliver 8.940.9 8.5+0.8 23.0+1.8 22.5+2.0 11.5+1.2 12.0+1.5
1% added{Serum 85.6-F3.1 70.5+2.7 67.5-+1.9 70.04+2.4 71.5+2.6 64.5
group liver 8.9+0.9 6.0+0.9 23.04-1.8 23.5421.8 1.5+1.2 9.0+1.3
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3) Hepatic HMG-CoA reductase activityel] #s}t
o] : Table 2 o4 Ei whel o] HFE QA :
0.3264-0. 047nmoles/min/mg protein ¢] Ex o] A%
Aol BRE 1%%mete] EAET Bl gedAE= .0.185
0. 018nmoles/min/mg profeino 24 °F 43%¥ 45

Table 2. Effect of 1% added on hepatic activities
of HMG-CoA reductase.

Group HMG-CoA reductase
nmoles/min/mg protin
Control 0. 326--0. 047
1% added 0. 185--0. 018
#%1. alkaloindal fraction 0. 114+-]0. 021
¥2. saponin 0. 045-+0. 008

1. alkaloidal fraction added each sample 2.5ng/g liver
tizgue

2. saponin fraction added each sample 1. 5ug/g liver tissue.
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A= oS FAskd  0.114+0. 021lnmoles/min/mg”
proteine. =4 ¥ 66%7F WA =g 2 saponin frac-
tiong FinEt #e] AL oS Ei g4t e
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