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Effects of the Semyung-Gangi-tang on the Blood Lipid in
Experimentally Induced Hyperlipidemic Rabbits

Gyu-Yeol Kim, II-Bok Seo
College of Oriental Medicine, Semyung University

Etiology and pathogenesis of hyperlipidemia are considered as ‘difficiency in origin(Z~g) of liver, spleen and kidney
combined with ‘excess in superficiality(f2 %) of phlegm stagnancy and blood stasis. The prescription of Semyung-Gangji-
tang, designed for the treatment of hyperlipidemia and atherosclerosis, consists of herbs effective at treating blood stasis and
phlegm stagnancy. It invigorates the liver, kidney and spleen. Its medical nature is not too cold or too hot and it increases
human vital energy. The purpose of this study is to examine the currative effects of Semyung-Gangji-tang(HHEHIEIES) on
hyperlipidemia in rabbits.

Twenty-four male NZW rabbits, around 2ks of B.W., were divided into 3 groups. Group I was served as the normal
group. Group Il was served as the hyperlipidemic control group fed with 1% cholesterol diet for 8wecks and with normal
diet for the next 4weeks. Group III was served as the treatment group, treated the same as the control group and medicated
with Semyung-Gangji-tang for the last 4weeks. Blood samples were collected from each of the animals at 0, 3, 6, 8, 10, 12
weeks and used for the blood chemical analysis. Animals were sacrificed at 8 and 12weeks and chemical analyses were
performed on the collected liver samples.

The serum total cholesterol value of treatment group (938.60-+95.07 mg/dl) at 12weeks was significantly decreased (P
<0.001) compared with the value of control group (1375+37.82 mg/d!) at 12wecks. The serum LDL-cholesterol value of
the treatment group (838.00+89.52 mg/d!) at 12weeks was significantly decreased(P<0.001) compared with the value of the
control group (1249.60-£37.63 mg/dl) at 12weeks.

These results indicate that Semyung-Gangji-tang has the effects of lowering serum lipid in experimentally induced
hyperlipidemic rabbits. (/ Korean Oriental Med 2000;20(4).69-81)
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1 1A Kb Crataegi Fructus 24g
2 9578 Citri Reticulatae Pericarpium 12 g
3 B Drynariae Rhizoma 10g
4 e Alismatis Rhizoma 8g
5 HEE Cynanchi Wilfordii Radix 8¢
6 FAF Poligonati Odorati Rhizoma * 8 g
7 s Poligonati Rhizoma 8¢
8 FIFEGESS) Visci Herba 8g
9 "oE Astragali Radix 6g
10 FutcF Lycii Fructus 6g
11 BAR Puerariae Radix 6g
12 HE Curcumae Longae Rhizoma 4g

13 Kl T E#M% B Ligustri Lucidi Fuructus 4 ¢

14 P Salviae Miltiorrhizae Radix 4 g
15 i Typhae Pollen 4g
16 i Hirudo 3g
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Table 1. Effect of Semyung-Gangji-tang on the Serum Total Cholesterol Value in Rabbits Fed with 1% Cholesterol Diet

serum total cholesterol value(mg/dl)

Group 0 8 10 12 (weeks)
(n=8) (n=8) (n=5) (n=5)
Normal 88574117 77.28+13.83 884041261 61.60+4.13
Control 72.6346.6 968.63 4 104.2 1+ 1041.00497.107++ 1375.00 437,82+
Treatment 87384738 993,134 141 27%x* 84380 11430°% 938609507+ st

Data are shown as meant S.EM.
Normal : normal group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

* : Statistically significant compared with normal group(*** : P0.001)
#: Statistically significant compared with control group(## : P0.001)

Table 2. Effect of Semyung-Gangji-tang on the Serum HDL-cholesterol Vaiue in Rabbits Fed with 1% Cholesterol Diet

serum HDL-cholesterol value(mg/dl)

Group 0 8 10 12 (weeks)
n=8) (n=8) (n=5) (n=5)
Normal 46.71+3.99 44.57+6.05 45.60+1.78 39.001-4.03
Control 45.13+4.21 68.38+6.18* 83.00+10.79%* 100.40+5.40%*
Treatment 49.75+3.98 86.13 £ 14.00%* 67.60£5.23% 84.80+15.95%*

Data are shown as mean+ S.EM.
Normal : normal group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

*: Statistically significant compared with normal group(* : P{0.05, ** : P{0.01)
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Table 3. Effect of Semyung-Gangji-tang on the Serum LDL-Cholesterol Value in Rabbits Fed with 1% Cholesterol Diet

serum HDL-cholesterol value(mg/dl)

Group 0 8 10 12 (weeks)
(n=8) (n=8) (n=5) (n=3)
Normal 18.4343.99 22714625 29.604-9.24 22.0043.65
Control 17.6342.83 886.88 101,55+ 935.40484.73% %+ 1249.60 437 63+
Treatment 19.50+7.76 889,63+ 128.24%i% 759.20 4+ 109.35%+* 838.00--89. 524+ 4t

Data are shown as mean+ S.E.M.
Normal : normal group ted with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

* : Statistically significant compared with normal group(*** : P(0.001)
#: Statistically significant compared with control group(### : P0.001)

Table 4. Effect of Semyung-Gangji-tang on the Serum Triglyceride Value in Rabbits Fed with 1% Cholesterol Diet

serum HDL-cholesterol vahie(mg/dl)

Group 0 8 10 12 (weeks)
(n=8) (n=8) (n=5) (n=5)
Normal 110.29+10.15 70.86+12.37 76.40+13.00 87.80+£12.20
Control 92.63+9.79 66.75+£11.20 121.80+23.16 125.404+16.83
Treatment 77.75+6.53 86.75+£16.94 84.60+16.42 79.00+19.39

Data are shown as mean+ SEM.
Normal : normat group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks
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Table 5. Effect of Semyung-Gangj-itang on the Serum ALT Value in Rabbits Fed with 1% Cholesterol Diet

serum HDL-cholesterol value(mg/d!)

Group 0 8 10 12 (weeks)
(n=8) (n=8) (n=5) (n=5)
Normal 5.50+1.32 18.33+4.04 16.72+3.22 17.03+3.34
Control 9.97+0.92* 72.58 4 10,99 45.09+7.82* 51.34 £8.28%*
Treatment 736+1.32 75.16£10.81 % 64.27+ 14.47%* 67.351:17.12%%*

Data are shown as mean+ S.EM.

Normal : normal group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

* : Statistically significant compared with normal group(* : P{0.05, ** : P{0.01, *** : P(0.001)

Table 6. Effect of Semyung-Gangji-tang on the Serum AST Value in Rabbits Fed with 1% Cholesterol Diet

serum HDL-cholesterol value(mg/dl)

Group 0 8 10 12 (weeks)
(n=8) (n=8) (n=5) (n=5)

Normal 21.3742.93 35.1347.74 39.354 14.02 54.60+8.03

Control 19.15+2.82 32211448 35.10+4.54 66.261+4.33

Treatment 19.50+5.20 46.5319.16 36.98+8.43 46.50+9.73

Data are shown as mean+ S.E.M.

Normal : normal group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

Table 7. Effect of Semyung-Gangji-tang on the Liver Total Cholesterol Value in Rabbits Fed with 1% Cholesterol Diet

Group Number of animals liver total cholesterol value(mg/dl)

Normal 5 34.10+4.92

Control 5 197.60+ 14.43%**
Treatment 5 179.64 1 11.12%+*

Data are shown as mean+ S.EM.

Normal : normal group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

* : Statistically significant compared with normal group(*** : P{0.001)

Table 8. Effect of Semyung-Gangji-tang on the Liver Triglyceride Value in Rabbits Fed with 1% Cholesterol Diet

Group Number of animals liver triglyceride value(mg/d!)

Normal 5 95.26+10.37

Control 5 74.00+4.77
Treatment 5 62.71 +8.12%

Data are shown as meant S.EM.

Normal : normal group fed with normal diet for 12weeks

Control : arterogenic model group fed with 1% cholesterol diet for 8weeks and with normal diet for next 4weeks
Treatment : treatment group treated with same as control and medicated with herb for last 4weeks

* : Statisticaily significant compared with normal group(* : P{0.05)
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