mEfRES Bed Bt o

ATREW BRAR RREKE
<3EH F B K HE>

£ e L

= Abstract=

Study on the Change of Serum Lipids
Yun Shik Choi, M.D.

Department of Internal Medicine, College of Medicine, Seoul National University

Seoul, Korea

(Director: Prof. Sung Ho Lee, M.D.)

To cbserve the effect cf serious illness, surgical trauma, body weight, and clofibrate on serum
lipids, the serum levels of cholesterol and triglyceride with lipoprotein patterns by electrophoresis
on cellulose acetate membrane were studied in 30 normal persons, 18 patients with coronary
heart disease, 26 patients with cerebral thrombosis, and 7 surgical patients.

The results obtained were as follows;

1. The values of serum cholesterol and triglyceride in cerebral thrombosis and coronary heart
disease were markedly higher than those of control, and the optic densities of each serum lipo-
protein fractions were also increased significantly.

2. Serum lipoprctein type Ila and IIb were more frequently observed than type IV in cerebral
thrombosis and coronary heart disease.

3. The change cf serum cholesterol and triglyceride related moderately to relative body
weight in normal persens.

4. The decrease in serum cholesterol occured on the Ist day following surgery, and recovered
to 97.8% of the precperation level on the 7th day. The serum triglyceride started to increase on
the 3rd day following surgery, and reached to 115.1% of the preoperation level on the 7th day.

5. After attack cf cerebrovascular accident the serum cholesterol and triglyceride level increased
slowly to the 122. 1% and 133.1% of the each Ist day level on the 7th day.

6. The serum lipid lowering effect of clofibrate was most conspicuous in the hypertriglyceride-
mic patients, especially during Ist and 2nd week after medication, and mixed hyperlipidemic
patients responded moderately. But pure hypercholesterolemic patients resisted cocmpletely. The

cptic densities of each serum lipoprotein fraction were also decreased in drug responded groups.
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Tabie i, Age and sex in control, CVA and CHD

e B =%

) Contrel CVA CHD
Age (yr.) |-

M ¥ M F M F

a(~39 3 2 1

40~49 4 5 6 3 5
50~39 7 6 6 6 4

G0~ 2 1| 2 2

Total No. 16 14 15 11 9 9

52.4 48.7) 50.9 49.5

Mean Age

50.7 50.3 53.0

st CVA : cerebrovascular accident
CHD : coronary heart disease
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Table 2. Serum lipids and lipoprotein fracticns in
control, CVA, and CHD. (Mean=+=S.D.>

| Control 1 CVA { CED

Ne. of cases i 30 ‘

Cholesterol .- .,
(mg%) T
Triglyceride 103 6199 5 |126, 7658, 7 |158.8257.8
ng96> . LA S -tde - o . -t .
Lipoprotein
fractions(%)

a-lipoprotein | 20,24 0.6 | 30.3%16.0 | 18.0% 7.3

- -
pre-5-lipop- 1 15 62163 | 17.5:18.0

21.6x10.7

A-lipeprotein | 55.24-16.9 | 52,2%15.5 | 60.4+11.1

Egkor (p<0.05), 453
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(Mecn+ S.D.)

Fig. 1. Optic densities of serum lipoproteins in control, CVA and CHD.
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Table 3. Lipid patterns in control, CVA and CHD; Fredrickson lipoprotein typing by different
upper limits of serum cholesterol and triglyceride (mg%

Control CVA CHD

. . Chol. 220 260 220 260 220 260

Lipoprotein types | Trig. i4 170 | 140 170
No. (%) | No. (%) | No. (%) | No. (%) Ne. (%) | No. (%)
Normal 20(66.7) | 30 (100) | 10(38.5) |  15(57.7) 2(1L. 1D 5(27.8)
Type Ia 4(13.3) 0 (O 10(28.5) 6(23.0) 7(38.9) 6(33.3)
Type IIb 1G3.3 0 (O 6(23.0) 4(15. 9(50. 0) 6(33.3)
Type IV 5(16.7) 0 (® 0 (O 139 0 (® 1(5.6)
Total 30 100y | 30 100> | 26 (1000 | 26 (100D 18 (1000 | 18 (100
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Fig. 2. Relative weight in relation to serum chclesterol.
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Tig. 4. Changes in serum chclestercl and triglyceride during the early course after operation (N=7).
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Fig. 5. Changes in serum cholesterol and triglyceride during the early course of CVA after
attack (N=9).
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ol = 2870420 0mg% = 121.7%¢ Z71E wch mEREE el 2t
v Gl 1A s B 1FHHEC 233 mg%eldos] Ll Clofibrate & BAEME B &

% mERE 9

Az HLE N FE7HBAE 138mg%E H 1550 lipoprotein & #3{b= %4 o} e}
2ok 40.8%9 WbE Rl D miEEE2
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Table 4. Effect of clofibrate cn serum lipids and lipoproteins in hyperlipidemic patients
(Mean=+S.D.)
Serum lipids Serum lipoproteins (%)
] .
No. Cholgsterol Traglyceride wlipoproteinl PTe Blip- Blipo-
mg% j decrease % E mg% decrease % oprotein protein

Before Tx. 18 287.6+48.2 166.2+065.4 24.6+11.7 1 19.24+13.4 | 56.2310.8
After Tx.

1 week 18 1265.72+44.9 1 8.3% 6.4 |121.33:35.6 | 21.8+15.5 | 28.4+ 9.9 | 17.4+14.2 | 54. 2 8.7

2 week 18 |261.4+48.3 | 10.4= 8.0 |118.266.4 | 22,0%22.0 | 31.7£10.4 | 18.7£12.6 | 49.6+10.3

4 week 17 |251.8£51.2 | 14.822 9.4 | 11.7£46.7 | 23.021.4 | 27.8%= 9.2 | 13.5%11.8 | 58.7- 9.9

8 week 17 (252.17-50.4 | 13.6+10.2 |112.82=31.4 | 22.8=21.7 | 28.2= 8.4 | 14.6%12.1 | 57.224 9.6
Meom change | —sas | —13.6 | —s3.4 | —228 | +3.6 ~1.6 +1.0
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Fig. 6. Effect of clofibrate on serum cholesterol and triglyceride in hyperlipidemic patients.
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Fig. 7. Effect of clofibrate on the optic densities of
serum lipoproteins in hyperlipidemic patients.
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Fig. 8. Effect of clofibrate on serum lipids and
lipoproteins in a hyperlipedemic patient.
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