KEBGAMEE « FI9B H2R
KIMS. Vol 19; No. 2, 1998

AR&E7} WIRILES vlXe B8

IR

B - FEBET

I. ¥ &

BOF AEREAT KRS Bk )
EHAR, BEEN, KBRS FuE Kl
) Bikel ME 59 FRoZ AH L KL
WRHHRRS] BHEe] BmHn gon o)y
& RH 2 HOoOWRFERY fRRETEA
BIEIE, FERR, IEREE, (KIS, BRI
fERES ol A BESA BHET A
ol f BISMES MK £ HERHC) BE
plboez @me HeEdd o1 FERHS F
£ cholesterol, F¥:felh, Bifgd, HEtletsEg
T et WEZ BKEY don oE f5
HWHA % o= RAol 2 @mstukol] upa}
Eicholestercl M, AEARMEIEISINE, SHISH @
iE 502 UM R#E 2 NOWRHER
o fERETFZ fEAS,

mEAd A FiFmfEelY® MEE oy M
o EEU Y BEMIEEMAEY AEo2 R’
%o BT BBZEIT R BEgE K
2 Hol 3T %E HFMmO FEel $¥cim
Ha oolZ Qg Mk, MR, Kk, OF 59
fEARO] chel FREEALE, BMmILRY MBS IE
stz g”.

BismiEe] B £7E #% o HokEo] &
5B HEEE B, BE Zag 2 ZHTE°
o EA® wRT, WRE wenOd
11~13), %Eﬂm’ %\}Eﬁlﬁ), ﬁﬁlﬁ)’ %EBZU), */D\ﬁ

sZatohstm sholmoyst AAIUD SR

B 2ol HES Aoz yEAY.

AREE Seuges ggto]Zolg 2g)
AA =W gl NS WRE AL
ZA fErke HiEstn BEEE, HERERES S
spgol Y. AFNA SolET MTMY
e R, BRAR, e85 IERUR, AN
W, FUEER S99 %EPe uEHIdoY A
RE 2wl Ed dd HRHREE JAT

olo] HFEE ZismfEel WE ARH 2
o HEES MWy st |ARAA Eism
S FHANA ARE BKS BEAT % tham
BEY BESL, mF 9 total cholesterol,
HDL-cholesterol, triglyceride, LDL-cholesterol,
total lipid, BEZSH TA) PXEs pEe H
st HRE HEE U7l #EstE vrolth

o. & B

1. 8% « M

1) $%

BS BEE 220-260g2] Sprague-Dawley
F HMHERE ERERGESRAADG 28
283 fEesiaA g AT 48 bk HEB=R
Bl MEAZ % Eiol EAAC
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2) ¥

Mt A R%(evening primrose), Oenothera
odorata Jacquin®] Z¥=2AM BILAER B
REPEHFBEANN BAT A& BRAAN FA
7 A=

2. &

1) BEe Ay

BRE 45¥%A 40g, 80ge #4% round
flaskell ¥ 10fEE EBKE mdld ¥z
T AR TolA EAE 3N mE HS &
WAt o BReS HEBGIYed o &
BE$ 240mE duch

2) BisMmiES] FH

BE 8ulEles & oz g IEFEHE
(normal group), ¥##(control group), AR
BE1f% AR (sample A group), A RE
2{% ¥r##¥(sample B group)2 &S S|
Ao EERS olFd REX X @Fgton,
HEES Alshtt BHfEARE 3085<¢ Ba
BOAIZ D, BN A9 Be &N EYE
BE ERetEAN HRE 10g ¥ ARE
20g BMHES & ROKEALD Rl

EEFS BT HEBEEAY ZREHdc &k
mirsE #FFsrl Hstd A cholesterol
199} sodium cholate(Acros, USA) 0.25%%
wmmstRon &EFY BBUNS S Table 13
2k 308M AISEEA SH 30ge #RE
#gan HoldH XS WEsIAT Bt &
BB B casein(T¥3E, T2, gl
1R-L com oll(M YA, FH)E FRIH
Cholesterol2 Kokusan Chemical Co.(Japan)
ANES BASY FRIYL g EFES
AIN-76(Harlan, Teklad, USA)S {ff3IH e
o BlElY EFEL AIN-T6A(Harlan, Teklad,
UsSA)E  @Astdc. 49 BEES &
Table I, M3 2t}

Table 1. Composition of Basal and
Experiment Diet (g/100g)
Normal Control
& Sample
starch 67 65.75
casein 18 18
mineral mixture 4 4
vitamin mixture 1 1
cellulose 5 5
corn oil 5 5
sodium cholate 0.25
cholesterol 1
Total 100 100
Table 1. Composition of Vitamin
Mixture(AIN 76A)
g/kg mix.
thiamin ~ HCl 06
ribeflavin 06
pyridoxine - HCI 0.7
nicotinic acid 3
D-calcium pantothenate 16
folic acid 0.2
D-biotin 0.02
cyanocobalarmin 0.001
retinyl palmitate 0.8(500,000 1U/g)
DL~ a -tocophery! acetate 200250 TU/g)
cholecalciferol 0.0025
menaquinone 0.005
sucrose to make 1kg
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Table 1ll. Composition of Mineral
Mixture(AIN 76)

g/kg mix.
calcium phosphate dibasic 500
sodium cholide (NaCl) 74
potassium citrate monohydrate 220
potassium sulfate 52
magnesium oxide 24
mangnous carbohydrate 35
ferric citrate 6
zinc carbonate (ZnCly) 16
cupric carbonate (CuCly) 0.3
potassium iodate (KI) 001
sodium selenite 0.01
chromiurn potassium sulfate 055
sucrose to make 1kg

3) mER

Bge e B Ady ARE 10g
BEE AT kgF 10mi¥, HEBE Bis AR
W 20g BERE AF kgD 10mi¥ 1H 1E
o KEsgon WEMAE 09% A4 g
FE MEoR HHEEYT}

4) 19E H EARTA mE

HEIAfF BT, 108 %, 208 #%, 308 #%9
OHERE $4% 12A3 #h EHS) BEg
tE BEIAo AEBERENLY HKE 4
Rz tEstad

3 0HA He O O, TR, R, s
& st 09% NaClgdos ARY #%
# BB FAE wESAT

) MmiEHT S WE

wime \wE AlF dn, 108 #%, 208 %, 30
H el HRE 1242 #& #% etherZ v}
st It AdelM dalgn WAL 2

o ¥ mHe Ao

(1) Total cholesterol & & HIE

Total cholesterol &&< C. Allan®'9) Ex%
ol we} total cholesterol BIERM kit(o}AkA)
oF, )2 FEsH k.

{2) High density lipoprotein(HDL) cholesterol
a8 WE ‘

High density lipoprotein(HDL) cholesterol
&8 Wamick™e] @Kol elstel HDL-
cholestase kit(o}ibAloF, )2 Pt

(3) Triglyceride &8 HAIE

Triglyceride 28< Van Handel %9
kol 989 Cleantech TG-S kit(o}AHA| <,
)2 RIEEH

(4) Low density lipoprotein(LDL) cholestero!
e WE

Low density lipoprotein(LDL) cholesterol
GBS Friedewaidd ™ol AN 223
o}, & total cholesterol - (HDL-cholesterol +
triglyceride/5)2 A48} H o},

(5) Total lipid &8 ME

Total lipid &&e Frings™9  sulfo-
phospho vanillingsoll <&te] KERSE T A
kit(F A A ek, 482 @EsA ok

3. MRETERIE

% #MRY MEM BEMHS student's
T-test®2 MEFAL POOBLEY AL
HE ] dgdn ZEstah

EERT ERBE - WA - SRR 8,
miFd total cholesterol &1, triglyceride &
&, total lipid 4 &, HDL-cholesterol 58 %
LDL-cholesterol &8-S 12 HKEEdo] MY

RS Biiste) Fa el AU
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. FEERK

1. BiEREE B2 RRBRE

RIEE FBANZ % KRBEES
550.75+2271 g{ldl s HEEE 602.00E
14202  s@meElew  ARELUE  RAER
(sample A)& 48650120.082 HIERfl M3t
o HFEHEP< 0000RE WAE YERNL
o A RE2Y RHEH(sample B)& 536.75%
43698 WAdE MRS BEJo BEES
11k Table IV).

E#H ]

Table V. Effect of Evening Primrose on
Food Consumption in 1%
Cholesterol-fed Rats

Experimental Grobup Food Consumption (g)
Normal 559.75+22.71
Control 602.00£14.29

Sample A 486.50£20.08™"
Sample B 536.75+43.69

Values are meanzstandard error of 8 rats
* ; Statistically significant as compared with
control data ( ***: P<0.001 )

Normal : None-treated group

Control : 1% cholesterol diet fed-treated
group during 30 days

Sample A : Single-dosage evening primrose-
treated group during 30 days

Sample B 1 Double-dosage evening primrose—treated
group during 30 days

2. GEEIFREE Bl MERL

FEEpEe] gBES 10, 20 2 30HAC %
%  928587+3.30(1.18+001), 319.12%.
509(1.31%0.02) %  34262+4.838(141%
002)g 22 Uego HEHS 10, 20 2
308 Ao &4 297.62+395 (1.21%0.01),
34512+ 4.84(1.40%+0.02) 2 37662%
6.63(153+0.02)2 Y&t EFERE L
10, 20 2 308A] EF HEHEP<0.05
P<0.01, P<0.001) Y& 87t Ebsith

AR=IE mERAME 10, 20, 308
o %% 26150+7.65(1.14+0.02), 29812+
6.15(1.37+0.03), 314.87+8.74(1.37+0.02)2
ety BREl ste] 108 AS 3084
o HEMP<0.01, PKOOODUYE BT Y
Elyton AR&ME WEMPFANAME 10, 20,
3008 Ao 282.00+13.89 (1.14+0.05), 300.75
+1879(1.25+£0.06),  323.50+17.44(1.34=*
0.05)2 UEN} R Hatd 2089
30H Mol HELHP<OONIE WALE HA
t}(Table V).
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Table V. Effect of Evening Primrose on Body Weight in 1% Cholesterol-fed Rats

, Dose Body weight (g)
- Experimental (ma/ka.p
roup T
g o) Initial 10 20 30(days)
ormal i 243254337 | 28587+330 | 319124509 | 34262+488
© 1) (118+001) | (131%002) | (1.41£0.02)
Control 2567174 | 297624395 | 345124484 | 376621663
T - ¥ e FN
W 1212001 | (1.40£002)" | (153+0.02)
oo A o 20000+458 | 26150+765 | 29812+615 | 31487+874
amp ) (1142002 | (1.37%003) | (1.37+002)"
Soole B N 24587333 | 282001389 | 300751879 | 32350+17.44
amp ) (1143005 | (125000 | (1.34£005)"

Values are meantstandard error of 8 rats

Numerals in parentheses represent relative values to that of 0 week.
+ ; Statistically significant as compared with normal data

( " P<0.05, P<0.01, T P<0.001 )

* ; Statistically significant as compared with control data ( ™ P<0.01, ™ P<0.001 )

Normal : None-treated group

Control : 196 cholesterol diet fed-treated group during 10, 20, 30 days
Sample A : Single-dosage evening primrose-treated group during 10, 20, 30 days
Sample B : Double-dosage evening primrose-treated group during 10, 20, 30 days

3. m#F ool ojxle &4

1) Total cholesterol &l nlAx gx

EHEH total cholesterol &8-S 10, 20 ¥
A £4 78.01+5.16(0.71+0.10)mg/de,
98.23+349(1.05+0.06) ¥ 60.63=2.86(0.65+
005)e.2 Yelow, YRS FWHWHE W
of sl 195.69+17.03(1.84+0.17), 33648+
2242(317%023) 2 27453+1450(2.64£0.14)
22 Yebr 10, 20 ¥ 30A A BT EHE
o K3 total cholesterola®o] HEH
(P<O.0OLUA #@mstgch A REIfE Ko
MM EERmaE Aol k&l 10, 20, 308 Aol

%% 15950%15.84 (1.94+0.26), 246.17*
26.91(3.10£052), 230.80+37.14(261+0.66)=
e BN HE mAs i ouw &
e BEY & AU, ARE2AS WHEEA
AME 10, 20, 30HRC) 146.92+3533(1.44%
0.25), 209.34+46.73(206+0.35), 121.71%
19.05(097+£024)2 Jel} HEREe] sl 20
BAS 308 Ao HEH(P<0.05 P<0.00D)LE
B E BHvH(Table VD).
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Table VI. Effects of Evening Primrcse on Serum Total Cholesterol Levels in 1%

Cholesterol~fed Rats

) Total Cholesterol (mg/de)
Experimental ( I%gse )
rou m P. .
group | ime/kg.p.0) | hiial 10 20 30(days)
Mot 9550+475 | 7801516 | 98.23%+3.49 60.63+2.86
(eigeqt -
) O71£010) | (1052006) | (0650.05)
Contna ) 106654114 | 195691703 | 3364842242 | 27453%1450
niro ) (1842017 | (3172023 | (26420.14)""
e A o 86874658 | 159501584 | 24617+2691 | 230.89+37.14
amj .
ple W (194%026) | (3104052 | (261066)
e B 0 10301£363 | 14692+3533 | 209344673 | 121711905
ample - o
b ) (1447025) | (206035° | (097+024)

Values are meantstandard error of 8 rats

Numerals in parentheses represent relative values to that of 0 week.

+ ; Statistically significant as compared with normal data ( =" P<0.001 )

* ; Statistically significant as compared with control data ( " P<0.05, ™" P<0.001 )

Normal : None-treated group

Control @ 19 cholesterol diet fed-treated group during 10, 20, 30 days
Sample A : Single-dosage evening primrose-treated group during 10, 20, 30 days
Sample B : Double~-dosage evening primrose-treated group during 10, 20, 30 days

2) HDL-cholesterol & &l e &

EERel HDL-cholesterol &< 10, 20
2 308 A #£%& 5512+238(2.14+0.10)mg/
de, 37.32%+2.36(1.44+007) 2 24.00%£3.47(0.95
+016)2 JEbgon, HEBEHS KBRBF 6
o K3 10, 20 2 308 A 691£1.25(0.25%
0.13), 750+1.27(0.30£0.06) ¥ 2.32%1.52(0.07
+0.05)e1%ch. BWEHEHES 10, 20 2 30HA
2% EHEEA K3 HDL-cholesterol &&°l
HEE P<O00DAUA BAHAT. AREIME
FEBFEA M= 10, 20, 30H A £4& 2089

2.72(0.6210.09), 21.26%2.04(0.63%0.06),
+1.48(0.23T007)2A  HEREFl
30H Aol HEMP<0.05)UA #EhdtF i 20

8.68
s 108

HAE AEHEP<OODUE EME BIS
o, AR#2AF HEFAANE &% 2113t
528(050+0.11), 19.93+7.14(0.45+0.15), 16.99
+3.08(0.390.07)2A M 3 308 A
gt FEMHP<ODAE EBmE YEIAAT
(Table V).
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Table VI, Effects of Evening Primrose on Serum HDL-cholesterol

Cholesterol-fed Rats.

Levels in 1%

Experimental Dose HDL - cholestero!  {(mg/d¢)
Xp
rou (ma/kg,p.0) .
group 9/ka.p [nitial 10 20 30(days)
" Normal _ BITELI5 | 5612238 | 3732%236 | 2400+347
0 (1 (2.14%0.10) (1.44%007) 0.95+0.16)
Control ) 2601£084 | 6914195 | 750127 | 232+152
n (1 (0.25+0.13) (0.30£0.06) (0.07£0.05)
34884258 | 20.89+272 91.26+2.04 868+1.48
Sample A 10 ) 0625009 | 0631006~ | (028+007)"
4003148 | 21.13+528 19.93+7.14 1699+ 3,08
Sample B 10 1 050+011) | 0454015 | (039007

Values are meant standard error of 8 rats

Numerals in parentheses represent relative values to that of 0 week.
+ ; Statistically significant as compared with normal data ( " P<0.001 )
* ; Statistically significant as compared with control data ( " P<0.05, ™ P<0.01 )

Normal : None-treated group

Control @ 1% cholesterol diet fed-treated group during 10, 20, 30 days
Sample A : Single~dosage evening primrose-treated group during 10, 20, 30 days

Sample B : Double-dosage evening primrose-

3) Triglyceride &89 Pl A= FE

EER triglyceride 8L 10, 20 ¥ 30
8 A o #K  545712.24(0.96+0.08)me/dL,
8861 +259(159+0.21) 58.22+6.89(1.00%
0I2)2 YEldow, HWEMES FEIRIE Al
s 10, 20 2 308 Aol 11851+2.78(1.93+
0.15), 173.17+793(2.98+0.22) 9490+
6.32(1.53+0.13)2 yeh} HEERS TR
3 10EA HEMAP<0001)E 2:, 30
H3 208 Aol = HBHEMEP<0.001, P<0.05)AE
triglyceride &8 #{m7t AN

ol
ES

)
=

treated group during 10, 20, 30 days

AEELE RaBdME BSBFE fid
&) 10, 20, 308l 6253%5.84(1.28+0.14),
83.2474.78(1.72+1.18), 54.81 +1.70(1.13%0.09)
o2 ey ympel tslA 10H Ao AR
HP<0DUE W7t e, 30HANE
HEMHP<0.050S Bk A RE2AE el
AE £% 112.86+1053(1.48%+0.16), 87.06%
3.49 (1.23+0.09), 44.81+4.89(1.47+046)2 Y
Ehked HEE el 20H Aol HEH
(P<0.001) glE WA E HFcHTable VID.
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Table Vil

Cholesterol-fed Rats.

Effects of Evening Primrose on Serum - Triglyceride

levals in 1%

Experimental Dose Triglyceride  (mg/dt)

group  1(mga/kg.p.o)| | L 10 20 30(days)
Normal i 6061526 | 5457+224 8861259 58.22£6.89
o) (0.96£0.08) (159+021) | (1.00%+0.12)

Contra] i 6004435 | 11851%278 | 17317£793 | 94.90%6.32
O | 1982015 | 29881022 | 153+013)"

Sarmle A o 5036288 | 6253+584 83244478 | 5481£170

° ) (1284014 | (L72+118) | (1.13%009)
Sarmle B o 80204435 | 1128641058 | 87.06+3.49 4481%489

P o) (148%016) | (1232009 | (1.47+046)

Values are meanzstandard error of 8 rats

Numerals in parentheses represent relative values to that of 0 week.
+ 5 Statistically significant as compared with normal data

( "1 P<0.05, " P<0.01, " P<0.001 )

* , Statistically significant as compared with control data

(" P<0.05, ™ P<0.01, ™ P<0.001 )
Normal  None-treated group

Control : 1% cholesterol diet fed-treated group during 10, 20, 30 days
Sample A : Single-dosage evening primrose-treated group during 10, 20, 30 days
Sample B : Double-dosage evening primrose—treated group during 10, 20, 30 days

4) LDL-cholesterol &l vz ¥+ g
IE%#9 LDL-cholesterol &&< 10, 20
2 308 A &4 11.97+3.50(0.20+0.07)mg/
d¢, 43.18+3.44(0.74£0.09) ¥ 23.73+3.22(0.44
T007ME JEhgton HWEES ®HR Ao it
& 10, 20 2 30HA 172471+20.12(4.49%
0.33), 412.73+£22.83(6.01+042) = 398.28+
13.75(5.80+0.18)2 et} 10, 20 2 30H A9
ES EER I FEHEP<000D e

LDL-cholesterol & &2 #hn7t Jebytch

ARELE HEBAAE FERHBE fidl
3 10, 20, 30H ol 126.09+17.37(3.20%0.50),
177.31+17.75(450+1.03), 191.24+28.23(4.80*
1L30) o2 UeyA HEE i s 1053
o gt HEMP<0.05)& ey en, AR%E2
% BEFANE  11294+21.70(2.47%0.28),
172.00+48.70(4.06 £0.72), 95.75+£21.47(2.23%
042)2 HWE 3 10AA} 08N &
BHEP<0.00D)E YEhie BALE RGoH,
08NS HEHPL005)UA BLsdG
(Table IX).
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Table IX. Effects of Evening Primrose on Serum LDL-cholesterol Levels in 1%

Cholesterol-fed Rats

Experimental Dose LDL - cholesterol  (mg/de)

group (mg/kg.p.0) Initial 10 20 30(days)
Normal i 57494483 | 11.97+350 4318344 93.73+322
© 1) (0.29+0.07) (0.74+0.09) (0.440.07)
Control 68631157 | 1724742012 | 4127312288 | 398.28+1375
n - 44 v Py

© ) (4.49%+0.33) (6.0110.42) (580£0.18)
Sarmle A 0 41924425 | 12609+1737 | 1773121775 | 191.24+28.23
amp (1) (3205050 | (450103 | (480+130)
Sarmole B o 46434430 | 11294%2170 | 172004870 | 957542147
amp O (2.47£0.28)™ (4.06%0.72)" (2.23+0.42)™

Values are meantstandard error of 8 rats

‘Numerals in parentheses represent relative values to that of 0 week.
+ ; Statistically significant as compared with normal data ( ™" P<0.001 )
* ; Statistically significant as compared with control data ( * P<0.05, " P<0.001 )

Normal : None-treated group

Control : 1% cholesterol diet fed-treated group during 10, 20, 30 days
Sample A : Single-dosage evening primrose-treated group during 10, 20, 30 days
Sample B : Double-dosage evening primrose-treated group during 10, 20, 30 days

5) Total lipid & &l " A&

EHERES M o total lipid &< 10, 20
2 30HAYN #£% 274.50%£9.25(1.01£0.05)mg/
d¢, 285.12+10.88(1.05£0.06) = 24887+
5.75(091£0.06)2 YElow HENS HE
A9l b3l cholesterol B2 #% 10, 20 2 30H
Ao 480.00£25.12(1.88%£0.159), 628.87=*
25.76(2.25£0.09) 2L 754.62+71.89(2.73%0.22)
2 YEhd 10, 20 2 30HA ) BT E#EE
sl HEF(P<0.001) 1= #/mE 2o

RAREUE fEFAAE 10, 20 2 30H9
507.37+£34.60(1.63+0.11), 441.62+33.57(1.59+
0.12), 592.71+84.49(2.14=0.30)2 ¥Rl it
3 20HORF HEMP<0.001)S Bol
St i, ARE2ME REFAAE 10, 20 2 30
HAlel #4# 49342+3851(1.6110.14), 466.50
+50.12(1.5210.19), 560.50%48.35(1.81 +0.16)
BA HERl ksl 2083 308 HEH
(P<OOD VYA A3 HTable X).
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Table X.

Effects of Evening Primrose on Serum Total Lipid Levels in. 1%
Cholesterol-fed Rats
Experimental Dose Total lipid  (mg/de)
group | (mg/kg.p.0) | nitial 10 20 30(days)
Normal _ 257541172 | 27450£9.25 9851211088 | 24887+575
1 (1.01:0.05) (1.05+0.06) (0.91£0.06)
Control ] 20800545 | 49000+2512 | 62887%2576 | 754.62+71.89
" o) (188+0.150)" | (225%009)™ | (273£022)™
Samole A " 310124486 | 50737+3460 | 44162+3357 | 592.71+84.49
ampie (1) (1632011 | (159%012°" | (214+0.30)
Sumole B 10 284624852 | 49342+3851 | 466505012 | 560504835
. M (16120.14) (152019 | (1.81%0.16)"

Values are meanzstandard error of 8 rats

Numerals in parentheses represent relative values to that of 0 week.
+ ; Statistically significant as compared with normal data ( 7: P<0.001 )
* ; Statistically significant as compared with control data ( ™ P<0.01, ™ P<0.001 )

Normal : None-treated group

Control : 1% cholesterol diet fed-treated group during 10, 20, 30 days
Sample A : Single-dosage evening primrose-treated group during 10, 20, 30 days
Sample B : Double-dosage evening primrose-treated group during 10, 20, 30 days

4. WA A HE

RS TEafo] 8272017, MBS 1392
+027, RIS BRARS 10172042, AR
Hof% RS 104140742 JEh B
me Tamel el HREEP00DIE I8
ROl ENET, AR - 2% REWE 25
spEntol sl AEEP<00DIE IRIER
BA7h e,

WS TRl 2004002, HERS 241
+0.06, AR RARS 1054005 AHE
oA WAKS 1030742 et HEH
& EHB A HEM AT EHERS U
B ebskm, BEREOl Hoetel ARELS B
REEI AT HEHPO00DIE IRIHER
7} e,

fEEe THERC) 0661£0.02, HEHS 098
+0.05 AREIE RENE 0772003, BRE
o WEES 08210.02(g)E YENY ERH
L EEREA kI o9 BEHEEP<.00DIE
ERfERel Uehdtn, AREL - 2fF AN 2
S R tste mile AEHEEP<00DIE
IR ER W7t Jerstch

29 FHEEFO] 322%0.07, WS 341
+0.14, A REIE WEANES 3221009, ARE
ofr PEAEES 283*029(g)E JElY HERF
o FHREl e oFzre] FA #Emrt AN,
AR - 25 WA 2% HWENA k&S 7
A BALeE dAoY HE Y Je BHEE B
e Yeid A @kt (Table XD).
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Table Xl. Effects of Evening Primrose on Organ Weight in 1%

Cholesteroi-fed Rats

—fExperimental Organ  weight (g)
group Liver Kidney Spleen Testis
C Normal 8.27+0.17 2.00£0.02 0.66+0.02 322007
Control 13.92+027™ 2414006 0.98+0.05™" 341%0.14
Sample A 10.17+0.42™ 1.95+0.05™ 0.77+0.03™ 3.22%+0.09
Sample B 10.41+0.74™ 1.93£0.74 0.82+0.02™ 2.83%0.29

Values are meantstandard error of 8 rats

Numerals in parentheses represent relative values to that of 0 week.
+ ; Statistically significant as compared with normal data ( ' P<0.001 )
x ; Statistically significant as compared with control data ( ™ P<0.01, ™" P<0.001 )

Normal - None-treated group

Control : 1% cholesterol diet fed-treated group during 30 days
Sample A : Single~dosage evening primrose-treated group during 30 days
Sample B : Double-dosage evening primrose-treated group during 30 days
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ABSTRACT

A Experimental Study on the Effect of Evening primrose on
Hyperlipidemia

Lee, Eun Ju. Park, Chi Sang. Park, Chang Gook.
Dept. of Internal Medicine, College of Oriental Medicine
Kyung San University

In order to study the anti-hyperlipidemic effects of Evening primiose, the changes of
body weight, serum total cholesterol, serum HDL-cholesterol, serum triglyceride, serum
LDL-cholesterol, serum total lipid and organ weight were observed after the liquid
extracts of Single-dosage Evening primrose and Double~dosage Evening primrose were
administered p.o to the hypercholestemic and hypertriglyceremic rats induced by 1%
cholesterol diet during 10, 20, 30 days.

The result were summarized as follows ;

1. The contents of body weight compared with control group was significantly
decreased in single-dosage Evening primrose group during 10, 30 days and in
double-dosage Evening primrose group did not show significant value.

2. The contents of serum total cholestercl with control group tend to be decreased in
single~dosage Evening primrose group, but did not show significant value. Double-dosage
Evening primrose group showed significant value during 20, 30 days.

3. The contents of serum HDL-cholesterol compared with control group was
significantly increased in single-dosage Evening primrose group during 10, 20, 30 days.
Double-dosage Evening primrose group showed significantly value during 30 days.

4. The contents of serum triglyceride compared with control group was significantly
decreased in single-dosage Evening primrose group during 10, 30 days. Double-dosage -
Evening primrose group showed significant value during 20 days.

5. The contents of serum LDL-cholesterol compared with control group was
significantly decreased in single-dosage Evening primrose group during 10 days.
Double-dosage Evening primrose group showed significant value during 10, 20, 30 days.

6. The contents of serum total lipid compared with control group was significantly
decreased in single-dosage Ewvening primrose group during 20 days. Deuble-dosage
Evening primrose group showed significant value during 20, 30 days.
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7. The contents of liver weight compared with control group was significantly. decreased
in single-dosage Evening primrose group and double-dosage Evening primrose group.

The contents of kidney weight compared with control group was significantly decreased
in single-dosage Evening primrose group.

The contents of spleen weight compared with control group was significantly decreased
in single-dosage Evening primrose group and double-dosage Evening primrose group.

The contents of testis weight compared with control group tend to decreased in
single-dosage Evening primrose group and double-dosage Evening primrose group, but did
not show a significant value.

From the above results, it was thought that Evening primrose could be applied
effectively to the Hyperlipidemia.

Key Words ® Evening primrose( 3 R&), hypertension(i& i1 BE), hyperlipidemia(& & fiE)
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