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BEHEE L Hiey Bigo = Rel Fug, WE
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of B#gEstd o & ke HEEAAN HEHT
Qem® ¥ mik W U WIET, Wi,
AR BE HEGERE B WBEET &
fein 2 SmiEe] ARES ¥R uk glod,
SigmiEel  B¥sked  total cholesterol %
triglyceride &8 WETS H#E&F v ok

WHEGmY EEel UE WEEE R
ko2 W3 HAAY BEME B B
e ZARVE AE AL HEHY, o]d ®ro
RENe HE7t BB ZRoE BEEHo Xk
B HstA HAd.

#1852 (Lycii Radicis Cortex)® #iTH(7}HA]
# ; Solanaceae) Hi#WA MR TUF-(Lycium
chinense M. BEERIC(L. barbarum
L)ol g2 EHERsty Mg =Koz
Adte] wEEuRm, REESE, BERRK, B
FEEH 59 e 7HAT Jeu* ™
Ry o 2w A, phenolf, betaine, B
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melissic acid $°) gHHe] QT2 wmm
fEMoRe MEHE MEETER, BEER
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-sitosterol®) HEIEMIE fEHACl Aot s
A AR g 50 & gHe Tad
BeFEH, mMEERETIER 9 mRBHOZ fm
R ##eel Hastcha ES vk o

olo] FKET MEKS WEUMT AMAECl
EmEEMeE BEESle FERFY Sk
of &I AT A& R22 A7Ho

M
r=

- 347 -



& SEH&Ed #EEE 48T AlE A
FaEA  4{cEreR My #Echolesterol,
triglyceride, free fatty acid, phospholipid,
high-density lipoprotein(HDL) cholesterol %
low-density lipoprotein(I.DL) cholesterol& Mz
sta, EutEre s KEHREET el Bk B
23 vl HES HRE A7)0 #®&she vloldh

o. 7 5
1 ®#
D B
Bwe ®E 200g M%) My a4

(Sprague-Dawley %) HEHsIY oY, EMH
BOFEFADY B8 03] GGt EA EB
B R EEA ¥ "B FAsiad

2) 5
Bl (FR% 88 W (Lyai Radics Cortex)
2 1ol A BASI KEES AL (EEslg.

2. Bk

D SfsmiE F% 2 #EuMrm

a3 6otElE ¢ HoE 3o EHEB(normal)
2 ¢ HEA EBRE, HEE(conto)d 1%
cholesterol & &3 S, HEBEEI (sample])
2 1% cholesterol ¥ 4% HEFFHEKS L £
K=, EE#F O (samplell)® 1% cholesterold} 8%
wERHERES BET s SEM FEEsA

2) MEEEREX

HE 8EA ER#HWL 24/ YAAZ
FHE JMEA B O LEZEE S
HEmstAch wme % 2,300rpmolA 5458 i
LorEEsted mEke oEEstA

3) Mm-S WE

(1) 1 total cholesterol & &< ME?

M total cholesterol &E HEe
Siedel 59 CHOD-PAP o] wetA #igst
o} spectrophotometer(Hitachi 747, Hitach;
Co 2 PlEsATt.

(2) Mot triglyceride &89 WiE®

fiiE triglyceride & #ES Wahlefelde]
GPO-PAP #:oll #E3ted FHES # spectrophotometer
(Hitachi 747, Hitachi Co.)2 BEsAth.

(3) Mm¥E free fatty acid 289 WE®

M free fatty acid &8 BIE-S ACS-ACOD
ol o3t EHP F  spectrophotometer
(Hitachi 7150, Hitachi Co)& BIE 3}t

{4) M# phospholipid & &<l WES™

b phosphalipid &8 BER Fiske-Subbarow
peo] #3lo] FEHT % spectrophotometer(Hitachi
7150, Hitachi Co.)%& WEsIS T}

(5) High-density lipoprotein(fHDL} cholesterol
aEe pEs?
miF+ HDL cholesterol &8 #EES
CHOD-PAP i%oll {&3lod spectrophotometer
(Hitachi 747, Hitachi Co.)2 BE3r% ot

(6) Low-density lipoprotein(LDL) cholesterol
g9 mE™
fE+  LDL cholesterol && BES
CHOD-PAP ol 3t  spectrophotometer
(Hitachi 747, Hitachi Co.)& BE3stch

4) MRy B
(1) BEER 2 BEE

B gAY KREWS Rk mEres 4
o] KEMES #RHEwdte) 10% neutral formalin®l
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24BE FF FEEET 245 s2% Boll K¥k
3 ohE AR MR sUEgkolmEl paraffin
Zojsted 6umTAY HAEUAE SHEdoy,
el —8E vHRete] SigEd o YA
BE 10m A9 HEWEE DEAT.

(2) A Bk el Bl

frii#ke Oil-red-O Hiko® RES 39
YEEREE R H/ENAAN wEE &
AxE BEAT.

(3) EhEHE Y H
KEIRE S verhoff elastic fiber Jiho =2

Total cholesterol(ng/de)

Normal Control

Fig. 1.
fecdiet.

Sheet 1 Chart

HEB ol NBEMHEOT KBRS I
el B (g B

(4) Bl B
KBIRMEE S masson’s trichrome FAEio =2

Feths sl BN o R KBIIRE: B
ite] JraEny LS BEIA T

. ‘E5E8 B

1. M%7 total cholesterol EE&2| #1t

Group

Sample Tl

Sampie |

Effects of Lycii Cortex Radicis on the serum total cholesterot level in hyperipidermia rats induced by cholesterol

Table | . Effects of Lycii Radicis Cortex on the Serum Tota! Cholesterol Level in
Hyperlipidemia Rats Induced by Cholesterol Fed-Diet

Group gr%mgl Total cholesterol(mg/d?) P-Value Inhibition(%)
Normal 6 923+ 36"

Control 6 240.3%230
Sample | 6 2152%140 non 10.4
Sample T 6 2087£166 non 13.2

a) : Mean * Standard Error

Control : Group fed with 1% cholesterol diet for 8weeks

Sample I : Group fed with 1% cholesterol and 4% Lycii Radicis Cortex diet for 8weeks
Samplell : Group fed with 1% cholesterol and 8% Lycii Radicis Cortex diet for 8weeks
Inhibition% = (Control — Sample) / Control X 100
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AL O

m¥FS total cholesterol &8 [EH AL
92.3*+3.6mg/deo] 3, WIBEELS 240.3+23.0me/
2 EFHF W 2 EwmE Jehiun.
M A% ERIES 2152+ 140ng/d0 2 HERRE
off el 104%9 WA E JeERoy HEHe
PR o, HEF %KAM E 20871166
mg/dL2 M) ka 13.2%<9 @A E e
Wov HEMHS iU HTable 1, Fig. 1).

2. IEF triglyceride SE2| #+L

A O

fufEd triglyceride &8-S LEHEIEO) 400+
23ng/deol UL, HIARELS 555t ddng/dls
HEl e 2 EBE JehA

H B A S 50+43ng/dLs BWERo) 1t
8 189%] WAE HEeou HEMLS filew
HR ORI ME  00T41ng/de2  Ho)
vlal 27.9%9) W& JERel BRHEEP0M0)0=
WAE JehlATHTable I, Fig. 2).

Table 1l. Effects of Lycii Radicis Cortex on the Serum Triglyceride Level in
Hyperlipidemia Rats Induced by Cholesterol Fed-Diet
Group No. of Triglyceride(mg/d¢) P-Value Inhibition(%)
animal
Normal 6 40.0+2.3"
Control 6 555%44
Sample [ 6 450£43 non 189
Sample I 6 40.0+t4.1 <0.05 219

a) : Mean = Standard Error

Control : Group fed with 1% cholesterol diet for 8weeks
Sample [ : Group fed with 1% cholesterol and 4% Lycii Radicis Cortex diet for

Bweeks

Samplel : Group fedi with 1% cholesterol and 8% Lycii Radicis Cortex diet for

8weeks

Inhibition% = (Control — Sample) / Control X 100

Triglyveeride(ng/de)

Normal Control

Fig. 2.

Sheet2 Chart ]

Sample | Sample 0

Effects of Lycii Cortex Radicis on the serum triglyceride leve!l in

hyperlipidemia rats induced by cholesterol fed-diet.
- 350 -



3. IL/FES free fatty acid E82| #1t
fiEe free fatty acid &85 TEHEEC] 6521
423 ¢ Eq/deo| 1, WIRME-E 99671654 uEy/
deZ EAAE] s €& g vehigch
I RA%IBIES- 79934547 uBy/des  SIE:
of tal 198%9] WA E JYeld oy HEMS 1

on,  HE RS T E 80784250 uEg/dl
Higel  Hel 190%e] BAE Hol AR

P<0.P) Y= WAE JeIQTKTable I, Fig. 3).
4. Mm%+ phospholipid 82| #4t
m# phospholipid & /& TFhifEe] 983

+6.7mg/deo] 12, ¥HBIFE 158213 3mg/dlE

o] ke B2 ®mE e}

HE 4% RS 156.093mg/dLE T
of kd} 14%9 BAE JeElWoeu HEMS

URom, HFER%HEFEAME 1455+ 9.4ng

Table 1ll. Effects of Lycii Radicis Cortex on the Serum Free Fatty Acid Level in
Hyperlipidemia Rats Induced by Cholesterol Fed-Diet
Gow (uEqio0 Fvalue e
Normal 6 652.1+42.37
Control 6 996.7+65.4
Sample [ 6 799.3154.7 non 19.8
Sample I 5 807.8+25.0 <0.05 190

Sheet3 Chart 1

Free fatt acid

Normal

Controt

Group

Sample | Sample I

Fig. 3. Effects of Lycii Cortex Radicis on the serum FFA level in hyperlipidemia rats

induced by cholesterol fed-diet.
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/di2 HHERCl 3 80%9 BAES UEWS  Tape V.

Effects of Lycii Radicis Coriex
U HEMAES AR K Table IV, Fig. 4).

on the Serum HDL Cholesterg

Level in Hyperlipidemia Rats

Table V. Effects of Lycii Radicis Cortex Induced by Cholesterol Fed-Digt:
on the Serum  Phospholipid ———

" . No.of  Phospholipid Inhibiti
Level in Hyperiipidemia Rats Group il (,,,S,dg)p P-Value (730"
induced by Cholesterol Fed-Diet Normal 6 983+ 67 T

No.of Phospholipid P-  inhibition

+

Group aimal  (mg/d?)  Valve (%) Control 6 1582+13.3

Normal 6 983% 677 Samplel 6 156.0f 93 non 14

Control 6 1582%+133 Samplel 6 1455% 94 non 80

Sample] 6 156.0% 93 non 14 a) : Mean * Standard Error

Samplel 6 1455* 94 non 80 Control : Group fed with 196 cholesterol diet f
— : or 8weeks

a) : Mean * Standard Error . Samgle I : Growp fed With 1% cholesterol and 4%

Control : Group fed with 1% cholesterol diet Lycii Radicis Cortex diet for Sweeks

for 8weeks

. . 0,
Sample I : Group fed with 1% cholesterol and 2 PCT L&ymg%ﬁd?&%ef Sholestor) and 8
4% Lycii Radicis Cortex diet for 8weeks Inhibition%= (Control — Sample)/Control X 100
Samplell : Group fed with 1% cholesterol and
&% Lycii Radicis Cortex diet for 8weeks
Inhibition% = (Control — Sample) /
Control X 100

Sheetd Chart 1

180
160 |
140

120 |

Phospholipidtmg/de)

Group
Normal Control Sample ] Sample I

Fig. 4. Effects of Lycii Cortex Radicis on the serum phospholipid fevel in
hyperlipidemia rats induced by cholesterol fed—diet.
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Sheet5 Chart 1

1IDL cholesterol(mg/de)

Normal Controt

Sample | Sample I

Fig. 5. Effects of Lycii Cortex Radicis oh the serum HDL cholesterol level in
hyperlipidemia rats induced by cholesterol fed diet.

5. fifEs HDL cholesterol &89 &1t

M+ HFDL cholesterol &8-S IEHEO|
61.0+32mg/deo] A1, HIBHELS 282+2.4mg/dd
2 EFEN Hsl 82 BAE e

HIE A% RBES 442433mg/des  HIER
of 3l 56.7%9 ®mE Ho LEH
(P<0029)U= #|/ME Jelen, #Ew
8% B A= 38.314.2mg/dlE HERRES] w)
& 358% ®mME JElRoY HEMS AR
H(Table V, Fig. 5).

6. M;&+ LDL cholesterol 82| &L
i+ LDL cholesterol &@&<S [FER)
178+33mg/deol oz, HEEHS §216.4i16.3mg/
de2 EREl Ha e ®mE el
M 4% RIS 163.0112.7Tme/de2 WIR
Bol sl 247%9 WS RS HEH
(P<O09)VE WAPS UehiR o, #E 8%
REBFIME 17571173ng/d0E HRE] 1

& 188%< WA E UV HEHELS AN
tH(Table VI, Fig. 6).

Table VI. Effects of Lycii Radicis Cortex
on the Serum LDL Cholesterol
Level in Hyperlipidemia Rats
Induced by Cholesterol Fed- Diet
Group No.of LDL cholesterol P-Value Inhibition
animal (mg/df) (%)
Normal 6 178+ 33
Control 6 21641163
Sample! 6 163.0£127 <005 247
Samplell 6 17571173 non 188
a) ! Mean * Standard Error
Control © Group fed with 196 cholesterol diet
for 8weeks

Sample I : Group fed with 1% cholesterol and
4% Lycii Radicis Cortex diet for
8weeks

Samplell : Group fed with 1% cholesterol and
8% Lycii Radicis Cortex diet for
Bweeks

Inhibition% = (Control — Sample)/Control X 100
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Sheet6 Chart 1-

LDL cholesterol(mg/de)

Group
Normal Control Sample [ Sample I
Fig. 6. Effects of Lycii Cortex Radicis on the serum HDL cholesterol level in
hyperlipidemia rats induced by cholesterol fed diet.

7. FFR BERA LA S| 4t W STl HY felhvige] BT
HB ARSI hUIE BB e
FhEES chiyogste] BEest R fspsyy TS RG] RO, B B
Fo Be ERMAAT BA fed gy O IRY RES) W] BEEEG Stiiev
52 BEH7 ooy HEmmd s i BEHEIMT LA ET IEhEC] Bigs
ANEES) LIRS OO 2 e dulael Em S ESEelME M AR
7o f2re] S-S JERIITH Table VID.

Table VIl. Effects of Lycii Radicis Cortex on the Histological changes in Aorta and Liver
of Rats Induced by Cholesterol-Fed Diet

Grou Accumulation of Fat in Liver Changes of Elastic ggﬁ:élgsogé
Central Part Peripheral Part Fibers in Aorta Fibers in Aorta
Normal - — — —
Control +++ +++ +++ + +
Sample 1 + 4 +4++4 ++
SampleI + +++ +

Control : Group fed with 196 cholesterol diet for 8weeks
Sample I : Group fed with 1% cholesterol and 49 Lycii Radicis Cortex diet for 8weeks
SampleII : Group fed with 1% cholesterol and 8% Lycii Radicis Cortex diet for 8weeks
— : No change + : Mild change
+ + : Moderate change +++ : Severe change
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8. EhuMEel 1L

KEPARBERY NS Bbe EHEBAA
BOBMEESS HeMoz AEFio) HREGO R
A BES A BEsdoY, RN E B
o] ul-$- FHAIe 2 eyttt

B 4K RN = HWIEN s BhH
il Acdlo]l o= Ax HAIWOR el
ov, HIFEERFMAME £4 O HAUM
o] tH(Table VI).

9. BlEsite] ¥t

REPAREEAR S BIFMMES #be EWF
A sdde] BEEHE A Bl&HA &
steu, HRNAME BEEHS) BhHiRK &
oA Ro] HAstL de A& BEIA

SE RABK A BIREHT 5T o
[ Ue AE BEIAUOY, WEFEIHK
RWEAMNE WMBET BEEKS oF SHES
Het A tH(Table VID.

V. % %

ARRERGET REEY SR WY s,
AR A, M TR mE S
RRNO 2 Eismie, &MmeE BIRE(LIE, BR
A, e 2 AB 2 WIRERHKY FEe
MKk Bmste g o

EiEMAE-S IMIKA cholesterolo]Wr triglyceride
o 2L BB aEel EHED BmHe e
ReEs el Aoz mFIEEY Aol
SRR ol EEMY gEel v &
Bl @aele FEM Skmsd KHEEE
°f We HAWS BIEAY BRE, TR
BRI TE, BfEGE, ¢3e R 2
E8EM Sl ket IERSC mAMeR

miEeol Binslol B4ste WEH SiknE
o] gqu,G.SS).

ERmiEe BIRELE FRIE BRET
2 fmgksee BES FEEC 1 ded,
+Pe HmE BEEY MEd BEY meh
total cholesterol % triglyceride® &&el F
HiE B Eoda @asstded, 20: &k
MES WA E BIEELES] #ITS B
AN EmE OFBS BN SHEY
HES wada w®Estn glol, SbgmiEs
PR LES smiE, R ORE R MEF
dhe] R FE B¢ stz ot

w S (k3w 1968GEHE 134 IF
W OMEBAY & mFEEEE EESA g
saon B8 %o gime vlANAZ K
BRSO WY %8l mE Btriglyceride I
ol ERE D Qo £ Ve @ ERoz
WRARE we 272049 BEES HWHom
Zgamaol 305%7F miEmiEIdes 1 F
MFERRE, Rt OIS, PRRISEEEE TiE,
GESRF, WERR, MIBRE SnEsEe EE
ol 45%Li o] BEMFEY S WEstd d&ls
mES) BN EEHS & F 9o

, WEEAAN miFMiES PR, KE, UF

iz}
e, Bm S9 file BIdn @ %
QouPH® 4 e mre ST NE 4
BRE, 20 2 2 kE, £0 BES
FPe fEmKEE, %= 520 fEk So=
wokth B BRSO &RmiEe FEEC o
3 Hres mw Y hRIAFERG EK
<, BT SAEARECIG SHEANE, HER,
waee 2% BsREKke Faoz HY
PRRse] Bwe uekow £ %02 md
g sEmzt mikel AR AT
ololgre EMhEC mMEMEIKS HaUkAEY -
W st
Sismico] BIE Hzez f 2708 g
o wEEsts KR, BEE, LEARE
Wi, #Ve BUES vAste BEUS 2 M
SREIRES, KT S st RS
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2 R ERES, 2 P Bme BEs)
T AEEBBE, T 57 fEE mEss
WETH, BB 2 ABTES, Kk 57O
e kE WIESE WOBKH, B, 7
im, PEGEER, HLEEAR S®RELE S

HEZY BRI RAeE HiiEsn Jon &
#® P wiRT, Witk wEErt Bn
SEMmE 9 SMmgEd ux= PSS HR
R WieTFEs LR %8 meis
Uetdlglod, MIRES wEEs SmREE
MERRY ARew, WieTF, MicdE wmE
ET 2% nsglkhniE sR&e Jebhdoz #§
Hatgoh

& B2 (Lycii Radicis Cortex)E #F8HITA
#;Solanaceae) WY WIRFUYF(Lycium
chinense ML) 5¥ Z|EMR(L barbarium
L)) Mz2A <gkE@s>™d (¥uERF
R, 2higE, BAE ARBHE, 8FTL,
g B LIKE, <HABUH>PdE TTXHBER
Thlse FEEm, ozt I/atHx, &R &
Dol <mEBEEy  THENS, o Xt
GmERA EE7T BRESRS BEse X
T EHE FHSS mEvRmstn EREss)
< YR BKRAAN g8 EREJLeY, B,
HiE, ROl MR B9 Rgos BEd
%E}B«b.?’i).

WEEE HHEERD WY =Res
o\ 7t Wk kS mmBrike HEES MR Z
A GREER, WBRIM, FEE2e BEiEo
2 OREWE, GREEF, hEegE, Wi, 6
2 REEE S EAPe 9T xER
5o 2%  HEfH, phenoldf, betaine, B
-sitosterol, linoleic acid, linolenic acid,
melissic acid, choline, protein, fat, sugar 2
Ky Sl ahH Qo wmmemo
2& mERE ORETFIRE, RAEE ol
ATt MEHT  JAPPOD o) H 3
betaine, B -sitosterolS FiEASMAE fERl &
ox EEA et

Mg fzol e EERRY ISR Mamoru

2 0ot B & L

Noguchi®& Pyrogen®. 2 #HiAl7) H#ol Y
EE 2 S #eol AREe, B#V:
B % #Eigitol REREAd Hxds,
Be mggst ShEhE R Sl M
Bt dgg AR

olof F¥ < MEKS HARGMBIE MhEo)
BoERSBE Skt FERTI Sk
of AR HEUT AE A2 AZH] iy
£ EEVaEd MERE 4%} 8% aFI
fARlE FEESHEA  ALEBMeE miEd g
cholesteral, triglyceride, free fatty acid,
phospholipid, high-density lipoprotein(HDL)
cholesterol % low-density lipoprotein(1LDL)
cholesterol & WE3 I, MLBRHOZ AF
iEEEs} o) #LE Blzgs ot

Cholesterol® phospholipid®t &7 @<
Foeg, a8l &AM steroid hormoneolut
fertmgel  BiERWMEER  EER EEold,
cholesterol®l A& FFol A acetic acid2 %
B &pEol HDLE LCATY #3o R#H
o] MEHfkolY steroid hormonel 2 Ho jg
Hoz htts s, miE #Mcholesterol® 5EARED
fEgeE e HERMCl J7l HEd 'EE
ME glon, BRREERETE, BEER,
RS, SRPIEES S Bman™,

A EEolA M total cholesterol & &<
kol WXl o Wi AWRE, HEK
2 4%} 8% RS EEREflAM &£4& HWEBH
of H3} cholesterol &&ol 104%} 132%%
sty FEES Yo, HMEKE 8% &
A3 BN IERET & Rz v
Elytt) olR o2 nlFo| Hol HEKT total
cholesterol &8 & BAAI7IE HR7T e A
o2 Ayztdn.

— R & 7hEd fBRbol XA K
R F 16% BEoIW, A4 LhElhe 95%
PEE AAse S ARES REH
o2 HEEe, AENE SikiEle] Bmsles
BErs AHE=2 @I B LDLY & B

_356_



of EHSHH, NEM dEigRFe) Ems
BEEG SEC Binet KAL) B
£ BrRITOD

A EEANA Mg trigyceride &89 #

it
®F

fte WHEKE 4% 8% 253 HERElA
%4  HEMFA K3 trigyceride 48 9)

18.9%} 27.9%H WAoo, mEEeE 8%
EHET HEFAIAMY HEMAE mEEst
AV TUEE #MEFE trigyceride 2B E
LAl Rew Egaco

fEhBkS  ERRERAEA T ReRFISEimLo] <)
o, mEEBEISTIRL(FFA)S ik e o)
2%% albuminol k3| E#KEHEW, o= &M
hormone°ll k3] FETE S FKitol A g g2h
of ETHY il 2o s@mHg®,

A HEBAA miFEd free fatty acid 2&e
e HEKRE 4% 8% 26T BEREIA
&% HENA k3] free fatty acid &80
19.8%<} 19.0%2 WAt Ho) WwEEE 8%
BHY HBEAMT FEMS Uehgo] i
BRZ7E O AU o2 wEEE SRS
BS BAANE Aoz Mg

PREE S #8F0] # 1%2 Ax\sla i B m
B 5ol 5-10% B2 A7iElel o0, cholesterol
7 MRS B Roo® duyx|del
o Mol M= cholesterol, trigyceride$t 37
HDLE Rstn —@me jBroz ==y
2 FFAA B0, mitochondria®) &F{%
Xl BRRS T BISMAE, FIRIESEEE T,
EANERRAN B, B TR T
TR THESE SN B e g,

A HEBIA M total phospholipid & &
o o] el NHBY MEKS 4%t 8%
BHY  EBBAM &4 H®Ed s
phospholipid & &°] 1.4%9} %0%’4 B8l
HEHLS didou, mEEs 8% a5s BER
Hol ¥+ o MElmEs Jehuiyg. a8z
E WERKE BE BIEEEES HoATE
MRE MBS Aoz A"

HDLS BiEEES B4 4 Moz

cholesterol& WolEo LCATY fFHoE
esterftdld RFZ Bol7lm Kol &BH o
RMEANFIE BEES JHA, iRl ERe
cholesterol®] PrzfEfol BESI=Y REY
BB PoEel fkald HDLo] SEikBHRE(Lir
o ERBEIE T, 2 mrh level BHIEE
LHRES] BE B HAT fisto] "ok
HDL chloesterol & fgiiZ&E 2] &1 HDLo)
BHE chloesterole @3, M HDLY M
e KIERBOZRE Y chioesterol E# #e
71& BAOANINBZA Bk HEe Yo7
7l A RoE, oW, SknE BERF BG
AN &3] delda EmikimEEe Y g
9 fEpgRF7E oo

A HEROIM Mg+ # HDL chloesterol &
9 el dis) AMRE MEHE 4%
8% BHT BEIAMN £4 HER k m
fit #  HDL chloesterol &80 56.7%%
35.8%4 WA WELE 4% &K
HBEFAMYT FFEHol et EFEs) o
ATk |24 HDL RMEHOZ Hlo Y
BEdAMe m¥% HDL #BET EFHE Ae
¢ F ueH, WwEFE ®WAE HDL
chloesterol & A7l & fEfol Uy Ro=z
Azt

LDL cholesterol cholesterol® HiEAH &
53] mE wEAII= #EEol o K
el KAE=E wAHo MRl A
cholesterolo] ##4=% & cholesterol MmfEel
A 1 pneho} o8,

A HENA Mg+ # LDL cholesterol &
29 #eo dis] HHER MEEE 4%
8% aHS HEHAAM &% HWEH sl m
#9 #  LDL cholesterol &&ol 24.7%%
188%H% WAoo MEHE 4% S &
BN FEMNE #d O REE Jehido
IHO2Z HWEKEE #Bime LDL cholesterol &
BAOATIE HRF de Aoz yzrd

A ol dikfslio] BRMERI S HE8:
JEEo] hrell E#=e A lshhEs o
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RE FrolM 2W=7l gizkAle] @8 4 ojx=
& 29 gl o8 olFiAtH, = HRI
TE Rl KB WASE B8, I &
Bel Bon, BERAERS) ML, RENSEES) ester 1k
o @, kXU SRS WS L Y IR
BEE W) BEEsh 2o MY Ega &
#el B/t Qe W MRID. EEMLE &
B FEEI WLy BEd e ux: pe
o] ttavh & EEU} EME G Mk
B gl A3 glou, EMbrt e @
Taeed BEe £09°

A EBAA FNES dpogste HEd
R SIS Bbs WEHRS 4% 8%
EHY ERE Z5 ESRdMdE BB
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Legend of Figueres
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Section

Section

Section

Section

Section

1. This section shows the central

part in the liver of normal
group (X200, Qil-red-Q)

2. This section shows the peripheral

5.

part in the liver of normal group
(X200, Oil-red-0O)

. This section shows the central

part in the liver of control
group (X200, Oil-red-0)

This section shows the peripheral
part in the liver of control group
(X200, Oil-red-0)

This section shows the central
part in the liver of sample I
group (%200, Oil-red-0)

This section shows the peripheral
part in the liver of sample I
group (X200, Qil-red-0)

. This section shows the central

pait in the liver of sample 0O
group (X200, Qil-red-0O)

. This section shows the peripheral

part in the liver of sample 0O
group (X200, Oil-red-0)

Section 9.

Section 10.

Section 11.

Section 12.

Section 13.

Section 14.

Section 15.

This section shows the aorta of
normal group (X400, Masson's
trichrome)

This section shows the aorta of
control group (X200, Masson’s
trichrome)

This section shows the aota of sanle
I group( X200, Masson’s trichrome)
This section shows the aorta of
sample II group (X400, Masson’s
trichrome)

This section shows the aorta of
normal group (X200, Verhoeff)
This section shows the aorta of
control I group (X200, Verhoeff)
This section shows the aorta of
sample I group (X200, Verhoeff)

Section 16. This section shows the aorta
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ABSTRACT

"Experimental Study on the Effects of Lycii Radicis Cortex on
Hyperlipidemia”

(Sung-Doo Lee, Soon-Dal Park, Joon-seok Byun)

In order to investigate the effect of Lycii Radicis Cortex on hyperlipidemia, experimental
studies were performed on hyperlipidemia rats. Hyperlipidemia model (controll group) was
induced by 1% cholesterol fed-diet for 8 weeks. SampleI group fed with 1% cholesterol
and 4% Lycii Radicis Cortex diet for 8 weeks. Samplell group fed with 1% cholesterol
and 8% Lycii Radicis Cortex diet for 8 weeks.

The contents of serum total cholesterol, triglyceride, free fatty acid, phospholipid,
HDL-cholesterol and LDL-cholesterol were measured, and fat accumulation in liver and the
change of elastic and collagenous fiber in aortic wall were observed.

The results were summurized as follows ;

1. The content of total cholesterol in the serum compared with control group tended to be
decreased in sample group, but did not show a significance.

2. The content of triglyceride in the serum compared with control group tended to be
decreased in sample group, and then samplell group showed a significant value.

3. The content of free fat acid in the serum compared with control group tended to be
decreased in sample group, and then samplell group showed a significant value.

4. The content of phospholipid in the serum compared with control group tended to be
decreased in sample group, but did not show a significance.

5. The content of HDL-cholesterol in the serum compared with control group tended to be
increased in sample group, and then sample I group showed a significant value.

6. The content of LDL-cholesterol in the serum compared with control group tended to be
decreased in sample group, and then sample I group showed a significant value.

7. The lipophagy in liver compared with control group tended to be decreased in sample
group.

s

8. The change of elastic and collagenous fiber lesion in tunica media of aortic wall,
compared with control group tended to be decreased in sample group.

According to the above results, it is assumed that Lycii Radicis Cortex has a valid effect

on hyperlipidemia. Therefore, it seems to be applicable to the diseases related to
hyperlipidernia.
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