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ABSTRACT

In recent years, the atherosclerotic diseases have been increasing in our
country and it is well known that the disorders of lipoprotein metabolism
are one of the important factors which lead to the development of athero-
sclerotic diseases. On the other hand, there have been many reports that
athletes are rarely suffered from atherosclerotic diseases and in these days
many people tend to take exercise such as joging and tennis to promote
their health. However, studies on effects of physical exercise on lipopro-
tein metabolism are quite few. In this report we investigated the effects
of physical exersise on serum lipids and lipoproteins in massive obese pa-
tients during the strict treatment of weight reduction who were thought to
have atherosclerotic risk factors.

In the first study, 20 massive obese patients with weight 101-+26kg
(190+43% of IBW) were admitted and treated with a very low calorie
diet (2.52—4.2M]J (600—1000kcal) /day). Through weight reduction se-



rum triglycerides and total cholesterol significantly decreased. In addition,
HDL-cholesterol was also lowered from 43-+11mg/d/ to 36+9mg/d/
(p<<0.001).
weight reduction two weeks after discharge, while weight, triglycerides

However, HDL-cholesterol recovered to the level before
and total cholesterol remaind decreased. In the second study, eight obese
patients (184+39% of IBW) were treated with physical exercise, which
“included 50 watts of ergometer for 45 min. and 10000 step of walking/day,
from the third week after admission in addition to the diet therapy de-
scrived above. Although body weight, triglycerides and total cholesterol
reduced equally to the first study, HDL-cholesterol increased from 30 +7
mg/d/ (just before exercise) to 40+11mg/d/ (p<<0.01) after exercise.
Therefore marked reduction of atherogenic index, (total—HDL)-chole-
sterol/HDL-cholesterol, was obtained. These results suggest that the de-
crease of HDL-cholesterol during a very-low calorie diet in admission is
temporary and probably due to the lack of physical activity. We conclude
that physical exercise during weight reduction increases HDL-cholesterol
which is an anti-atherogenic factor, and is essential for reducing athero-
genic risk factors.
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Inpatients 20 cases

Male 8

Female 12

Age 31+13

Body Weight 101:£26kg
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Diet 600~1000kcal
Prot 50~558
Fat 16~308
CH 70~1208
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Inpatients 8 cases

Male 6
Female 2
Age 37+18
Body Weigtht 99+20kg
% of IBW 18439
Diet 600~1000kcal
Prot 50~558
Fat 16~308
CH 70~1208
Exercise (Walking 10,000steps 300kcal
Program Ergometer 500w X 45min 200kecal
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Before After P-Value
Weight (kg) 101+26 91+21 <0.001
Fat Cell Volume (nf) 0.5940.20 0.44+0.10 <0.01
Cholesterol (mg/dZ) 22350 18733 <0.01
Triglyceride (mg/di) 181493 109237 <0.001
HDL-C (mg/dl) 43+11 369 <0.001
Al 4.5+1.8 4.7£2.0 n.s.
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at Admission Just Before After P-Value
(1) Exercise (2) Ii Exercise (3) Wvs @ | @vs @ | 1)vs @
Weight (kg) 99-+20 93+19 8817 <£0.01 | <0.01 | <0.001
Triglyceride (mg/dl) 2384149 134441 122+37 <0.05 | <0.05 | <0.05
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