CH Bhof| ubstol et x| HgA A0 6¥)
Kor. J. Oriental Preventive Medical Society 2004 ; 8(1) : 33-45

Triton WR-13392 ¢¢% 33¢] ShRiAEe] it
whae ' pR

o) dml . YAl . 7)33? . 2y
DMiedcatm St nich s
274 5|ostm B Do et of whel &tmal

Effects of Typha Angustata on Hyperlipidemia Rats
Induced by Triton WR-1339

Sun-Mo Lee,” Chan-Gil Jeong,” Kwang-Ho Kim,” Dae-In Kang” & Kyung-Sun Soh”

”College of Oriental Medicine, Semyung University, Jaecheon
2’Dept. of Preventive Medicine, College of Oriental Medicing, Kyunghee University

Abstract

In order to study the effects of Typha angustata on hyperlipidemia, we divided the rats into three
groups(normal group, control group & sample group) and perfomed the experimental research.
Hyperlipidemia rats were induced by Triton WR-1339 for 3days.

The sample group was administerd the extract of Typha angustata 2m/200g for 3 days and control
group was administerd equal dose of saline. And then we measured the amount of serum Total
cholesterol, Triglyceride, LDL-cholesterol, HDL-cholesterol, and Phospholipid.

The results were as follows :

1. Typha angustata showed decreasing effects on Total cholesterol, Triglyceride, LDL-cholesterol, and
Phospholipid levels in serum significantly(p<0.01).

2. Typha angustata showed and showed increasing effects on HDL-cholesterol level in serum
significantly(p<0.06).

According to the above results, Typha angustata showed significant decreasing effects on
hyperlipidemia, and it is considered that it is appropriate to apply for hyperlipidemia.

* Corresponding author : College of Oriental Medicine, Semyung University, Jaecheon
Tel : 82-43-649-1345. E-muail : kssoh@chol.com
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(2) 84 % total cholesterol 3% ZRZH

B3  total cholesterol ¥F AL
enzamatic COD-PAP#E:ol  2J3te]  holestrol
C-Test Kit(Wako Chemical Industries, Ltd.,
Japan) & AMg-8td FAstAh

(3) ¥4 ¥ triglyceride 3% &H%%

ES triglyceride 3% £4& GPO-PAP
Holl  olzled Triglyeride GIIKit(Wako Che-
mical Industries, Ltd, Japanm)E& AH&3le] =
At

(4) 84 % LDL-cholesterol &3 3%

LDL~-cholesterol2| & ofeje] FAoz A
st

LDL-cholesterol=(Total-cholesterol)-(HDL-
cholesterol)-(Triglyceride/5)

(5) 8% % HDL~cholesterol 33 =322
HDL-cholesterol €32 HDL Z#|XEhA

2748 Litg sl 2P9a:

(6) 8% % phospholipid &% =4

8% % phospholipid % #AL Enzy-
matic CO-PAP9Holl <]3ted Phospholipid B-
Test Kit(Wako Chemical Industries, Ltd,,
Japan)& AME-3tY HA AT

(N FAEH

AFAgE PA+EFLAE EAEHLH,
two sample studen’s t-test & A5l {9
3L p<0.05, p<0.01 FFEANA Blu3tH T
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(1) 8% rh Total Cholesterol ko)
njx)= &3}

EFE#S Mirk TCE3Fo] 85.9+09mg/dig!
o) kbEle], WREES HE 204.8+15mg/dlE
t-testd p<0019] FES LRSS Yl
Bl e FaEgh 172942.0mg/dE HREE
o) B3l t-testd p<0.01e]l HES LHFmH
MEE JERAUTHTable I ).

Table 1. Effects of Typha angustata on Serum
Total cholesterol Levels in Hyperipidemia
Rats induced by Triton WR-1339
Group N?' of Total cholesterol(mg/d8)
animals
Normal 9 85.9:0.9”
Control 9 204815
Sample 9 1729420

Normal : Group treated by normal saline.

Control : Group treated by Triton WR-1339
150mg/kg

Sample : Group treated by Triton WR-1339 150mg/kg
and Typha angustata 2mé/200g

¥, Mean=Standard error

*, Statistically significant compared with control

group (" p<0.05, ™" p<0.01)

(2) ¥4 F Triglyceride gl vlxe &5
wEe] ¥% Trglyceride 330l 682+
1.omg/de°Jrﬂ vlate], HWRRES AT 1777
18mg/diZ t-test’d p<0.01e] BFES ERS

Uehiel  BEEfelAE  Bogt 1408t
1.8mg/de= HIERFA) H]8t t-test’d p<0.01

o] HES LAMGRERE JeEhiAS
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Table I, Effects of Typha angustata on Serum
Triglyceride Levels in Hyperlipidemia Rats
induced by Triton WR-1339

Group al:]nom:fs Triglyceride(mg/d8)
Normal 9 68.2¢1.0"
Control 9 177.7%1.8
Sample 9 140.8+1 .8+

Normal : Group treated by normal saline.
Control : Group treated by Triton WR-1339

150mg/kg
Sammple : Group treated by Triton WR-1339 150mg/
kg and Typha angustata 2mé/200g
¥, MeantStandard error
*; Statistically significant compared with control
group (" p<0.05, ™™ p<0.01)

(3) 84 % LDL-cholesterol &3l
X g3

FE#] b IDL-cholesterol &&°) 304+
09mg/deN H thsted, HgRS Hagh 134.7+
15mg/dlE t-testd p<001e] AHESF FHES
JERIAS. EHERFAIAM e Hd gt 96.8+1.8mg/
02 HiE#E] vlste] t-testdd p<0.019) HE
3 ERIHISERE JER Ak

Table 1. Effects of Typha angustata on Serum
LDL- cholesterol Levels in Hyperlipidemia
Rats induced by Triton WR-1339

Growp No. of LDL-cholesterol
animals (mg/d¢)
Normal 9 39.4:09”
Control 9 134715
Sample 9 96.8£18"

Normal : Group treated by normal saline.

Control : Group treated by Triton WR-1339 150mg/kg
Sample : Group treated by Triton WR-1339 150mg/
kg and Typha angustata 2mé/200g

? ; MeantStandard error
¥ Statistically significant compared with control
group (*: p<0.05, ***+: p<0.01)

(4) 83 % HDL-cholesterol &3l
ulxl= &3

E#EEEe] M HDL-cholesterol& &) 33.7+
08mg/deld] thahed, HRRES T at B0+
10mg/dE t-testd p>0.062 ti A5
o Feld ol vk EEFfdXMs B
T3k 479+09mg/de =2 HREEF] HIStA t-test
A p<OBYEES FeEAE YIS

(5) % % Phospholipid &%l
U X &3

E#E#FEe 1fiF Phospholipid&&e] 1123+
12mg/ded] Bl3te, ¥REHS Bdak 1911
14dmg/dUE t-testd p<0.012] HEI ELAS
Uebdidd,  gZERrlAe Hdd 1476+
21mg/d0Z HIERF] st t-testd p<0.05
o] FET EHFIHBRE YERAUTH

Table V. Effects of Typha angustata on Serum
HDL-cholesterol Levels in Hyperlipidemia
Rats induced by Triton WR-1339

Grouwp No. of HDL~cholesterol
animals (mg/de)
Normal 9 33.7+0.8”
Control 9 35.0£1.0
Sample 9 479409

Normal : Group treated by normal saline.

Control : Group treated by Triton WR-1339
150mg/kg

Sanple : Group treated by Triton WR-1339 150mg/
kg and Typha angustata 2mé/200g

¥, MeantStandard error

" ; Statistically significant compared with control

group (" p<0.05, ™" p<0.05)
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Table V. Effects of Typha angustata on Serum
Phospholipid Levels in  Hyperlipidemia
Rats induced by Triton WR-1339

Group al:]]?l;];fs Phospholipid(mg/d)
Normal 9 112.3¢1.2"
Control 9 191114
Sample 9 147621

Normal : Group treated by normal saline.

Control : Group  treated by  Triton WR-1339
150mg/kg

Sample : Group treated by Triton WR-1339 150mg/
kg and Typha angustata 2m{/200g

¥, Mean#Standard error

* 5 Statistically significant compared with control

group (" p<0.05, ™" p<0.01)
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