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The effect of Polysaccharide krestin on
plasma oxidized low density lipoprotein
levels of experimental atherosclerotic
rabbits
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ABSTRACT

Aim To observe the changes of plasma oxidized
low density lipoprotein (OLDL) levels of experimental
atherosclerotic rabbits with or without polysaccharide
krestin(PSK) treatment.

Methods
plemented with 1% cholesterol and 4% lard for 12
weeks, then injected introperitoneally with 2. 5% PSK
(or saline) 3.5 ml. Plasma levels of OLDL were
measured by HOL2 and HOLS5 monoclonal antibodies
using ELISA method at 0, 4, 8 and 12 week after

treatment. The atherosclerotic lesion areas were deter-

All rabbits were fed standard chow sup-

mined by computer.
Results We found that there is positive correlation
between plasma OLDL levels and the area of
atherosclerotic plaque of atherosclerotic rabbits both in
PSK treated group and in control group, detected ei-
ther by HOL?2 or by HOLS.

crease of plasma leves after PSK treatment was found

Moreover, striking de-

and there was significant decrease between two groups
at 8 and 12 week (P<(0.01)

Conclusions The results suggested that OLDL lev-
el in plasma detected by monoclonal antibodies is a

good index to reflect the degree of atherosclerotic le-

x| &
510515)

sion. Furthermore, by using monoclonal antibodies,
we present direct evidence that PSK can decrease plas-
ma OLDL levels, espesially highly oxidized LDL,and
find this effect is in accordance with the decrease of
atherosclerotic plaque area.
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nE MAZE &G HKELRE K% HOL2 #o
HOLDHWR TR EABEY SR ETG TR HENKH
KRt e R EANKERAREOHGESE. A0 R
XEUANKEABREORK. THHARKEAREY
AE X RAVKEEAREQOAFS LHRBHR
A £ IR EIE SRR A RS KA L
FERREOAFE, AN ELEIRAL N 2R 0
VEEAREGLEET I RUMAMRB LML > FH
B =Y SRR LRIV RERAMEQARETR
ALB KRB R RGN EZ—,

X =X S8 R, BANKER
RBEa; ¥R k&

T Bk 585 #£ B 1k (atherosclerosis, As) 5%
ik & ] % B B8 H 8 (oxidized low density
lipoprotein, OLDL) &Y% B bR EH
ERFEX BREEREQZIFLBHLE,
HEmMMERRETBRAE EEFTHRE
WA A EEAMEERZRABRE, &
L W A0 B K B 7 I, — AR 5 A A R R (R
E A0 M B R FE R, SR RTRE R E T MR
ML 038, B 22 S B K G HF B {6 DR H g 3t
B o R B 5T AL 48 s B RS AN M 6 R R
Ja AP K ¥ B 3 B (low density lipoprotein.
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LDL)Y AL 40 aE 3R B B — F B 1
3?1, HATARN, B Lk LDL S4B N R
it As MEEHEZ —. REUNHIAER
B, ) T B 488 Coriolus Versicolor FHEAY
FEALE— =¥ £ 8 (polysaccharide krestin,
PSK) §E4% ¥ B w4 B 4 % AR i | AL £ A
B I OLDL Fr B H: 2, FreE MBI L Rtk 3
MoRBEE AR RRRIBRE, BT H BB
7T PSK M4t As I, R 1180 4F T L 10 ¥ sh ik
WHEAR RhPBR, 7 PSK BT FE
F HRZHSHP RS OLDL BafE ik
BT 25%% PSK {7 #3h# L3 OLDL
TRHXH.

1 HHEfAZ%
1.1 R HFELERENHE
BUFELOR(ERERFHPCRMIIE A,
hE25 0.3k, ¥EBAEERURK20KXE
B IKEIB A%E R R R EE M R, 12
BE#L A REAY L. HALRTE.LRA5Y
ERERBALRFH, EBEH 2.5% PSK 3.5 ml
PSK HALTRB) . EF4 R LEHFFREHR 1 K,
FOKRABAHYMETHEAERREED K,
1.2 BERAGNHE ALNEE
% B [6]4 48 & ¥ % ,HOL2 fu HOL5 ¥ % #&
HHREXNAREFET ABFH,3X100 /4 F
BALB/C /BB, — B EH M A, A S0 B EMN
#,DEAE-52 EAf AN REFRBERK LK ER
HE.
1.3 mEFHAVUEBEEEQEN
UEEBEHPSKEFHEAEZRE R, 20 F
EBRHOASH IZAL L AT LA ERXL FER
XGRS BB % R K R E o ¥ 9 & OLDL
TE.
1.4 FEHREHBEAHERBRITR
EXReg 2B KRR DI LEHHH A
NRABEDREGRTAHBH RS A BEA,
EEDRAENOUBRAIAKRE R HFEEFHR T K
AsHBTHEEIHK.
1.5 SEitsaE
LRREBEA crs kR, AHEAYRGLKEA
Student-z ¥ 32,

2 Y2
2.1 HOL2 M HOLS $EREHENE

i Table iR, T & HOL2 1 HOLS, 7
TEMBORBTASHBAZALEEE
5, % B4 HOL2 K FEZ B IR R G2k F
H. 8 AP R A, N 0.448+£0. 062, % 12
FARFEER 0.22410. 054, TRANSE 4 AR
Bpge st A, H s AMAZHEENB K, &
12 A BFE X (P<0.01); i X HOLS,
MNHRAESREXREEHAK, MELZRA
M 4 FIEEPET B T RE, 58 4.8.12 I EXTRA
HHHHHE 2R (P<0.01),

Table Comprison of plasma OLDL levels detected by
HOL2Z and HOLS between PSK group and control
group(rts, n=8).

Time HOL2 HOLS

(week) Control PSK Coatrot PSK

0 0.283+0.048  0.31610.052 0.209+0. 052 0. 20310, 025

4 0. 444 10.158 0. 345+ 0.089 0.204+0.054  0.108+0. 0650

8 0.448+0.062  0.154+0. 056b 0.237+0.08¢  0.129+0.0708

12 0.224+0.054  0.12740. 043b 0.213+0.065  0.111+0. 040b

a, P<<0.05) &; P<0.01,compared with control group.

2.2 EWMERERETE

7 PSK WBIF N 26. 7% +13. 7%, 8 3E
PSK RFr A (50. 4% £26. A% BB L (P <
0.05), FIEHELRASEALE 16 L1
%12 A3 HOL2 HOLS Z & EE 5F —
¥ E PR B S BT AR T B,
im Figure ff/R ,HOL2 X ¥ EAE SRR TN
HEZHCH 0. 691 (P<C0.01),HOLS 34 0. 751
(P<<0.01), ¥ BIEHE,

3 g

BEEFRER CDLSAEBEMUSG,
HEMEETHZ, EAKAE LDL RER
E EHEARNE,. EARS®R. BEED
B ¥y g &4, 7 LDL & M 1 B 1 41
" . HOL2.HOL5 A E H CH & Akt
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Figure Dependence of the levels of monoclonal anti-
bodies HOL2 (a) and HOLS (b)on the percentage of

atherosclerotic plque area.

SYEIR % OLDL #970 bk 5 50 RE HLiA, 1T HLIX 7§
BTN A G EFEZR, FE %2
BT RE PR m iR 3 K B, X F HOL2, £2,
) OLDL # B & 30 1 (% A, B 1% 4t
T2 FE # 38 hidm ) 46 R 855, HOLS MM B R A
1Y) OLDL Jo 3 S Y40 445 A , 0 45 4% F2

=H OLDL WA EMHEER. EMflEES
EMEERIERFX R, BFiEHE HOLS FER
BRI 3% #5745 4 49 OLDL K ¥, T HOL2 M
R R, P EEEME OLDL K. AT
BERMNEI,. LM BAHASZEA, R EERE
KRSHMELRH As REEH, H HOL2 4
BE HOLS m  RAREELRY As KA. RE
LDL R G F AL, HM R T8 P E
#:4ify OLDL 2% £, X 2 E ik & LDL
FE—EBHAEEREARN, W a-EFH.
#H4 R C %, 5P 1k LDL #9:3d B | 4E™7,

FARMEFZE IR E £ (OLDL) Rl B
BREW As R ERRE, LIEHRE B4
HERYESRAEAREE R MR
OB P EEARM S MHASERSR
P 6y 1F 55 LA 40 B B 1 5 203 AR 40 By 2
REOEEFERARBLET-1 MELEHER
BMEFEREL,OLDL A S RECFEHERS
B BHiTE B 78 B ORI 2 12 K el Ik I
BRI KEEY, Hik, MK+ OLDL § &
HRABRAEEN . ALRETEREXIIE
BRI ARSI AR B I3 OLDL K¥F 5
SR LB B R R A A, R
B M1 3% OLDL /K& — a4 R BR 3 Ak 4%
BEARGERENER, RATFE R TR A&
£l 1f 3% OLDL 7K -3 %72 T i 3 Bk 368 # 1
LRy =EmERE,

Kuzuya %A% OLDL # B RN £ FH
HEBFRL Y, B R4 R EEM
RREEE, 51 & 4 KRR B X4 1 B 6 R o AL
s , ki 5 ) R o PR 40 BT R A sh Bk S RERE AL
AT MR TER B PSK e E 4N
RN RBRIEY  EEERARA
PLE LB — 8 & e H R 3 S AL 41 B8 (selenium
dependent glutathione peroxidase, Se-GP) i&
YEFN 58 Se-GP ZEF Rk, 2= B WA M HLE
HHBGREE A", LR LB R
PSK R{L et m /h O BF 18 AR MO
Mi Se-GP & ¥ HEFMAN Tl HADE
B AL 7 AN BEAK 0L RE & [ 1 B 5K 364 B
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MOoBHEAR R HRRE RS, XHEHE
7~ PSK BER B #LIAH OLDL 31 & #Y A5 Rt 4
RGEIAE S . AR LR LUHT OLDL SR Hitk
KRR, X O R As BB A L1601 = A B
MmAEFR%HPSK fgrE . RARmME R . . &
E %4 OLDL K¥ B ¥ MK, AHIEXE PSK
BEREML ML 3% OLDL XK, A XEREE B4
OLDL K¥. #Fky OLDL {35 T E il
EMARTE,.E5REVEN TE S
3¢ PSK RE42 % E W8 40 M ¥ Bk OLDL MI8E 77,
% /> OLDL #3348 5, X 7l fE & PSK BE &
PEBH As KGRBRERWEREREZ —.
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