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[X8F) #Es, AXEAFLD;, FRBHERLER, Ik HABRETEZFORE HRRAKEE
b RAE, ffE
(@ E) HH KAXDIREEZORBRABABEARLE G ERETHN —INEE G XL 9B R
WM. A 3ZABMBERI0R, MNSAEFA BRAME LT E, BAAETARLTHBEKEE
R RAAEAR BT MRS TANEEGFLAHEET. 6 BB RM, LN ofh, MR T HIBFRI R LA
B RBEINKEORE BRABKSE BRTERI L TER LR, WS HBEREBANDSE. GR
EF Ao BB Ao AR E RS & G A2 5 M A 13.43 13, 12 mmol/L.8. 53 £ 1. 37 mmol/L, 3 Bk B & & B 45 0 1 FLiER
HEERBEAKESESMNH 21.93E21.82 mg/g.15.56 £1. 61 mg/g; 5 £ Bk, AR 0 % I A B A 43 AR B A
RALRETN, hieABEfKE EREaSEYW 24 &, 5 5% 23.63 X4, 31 mmol/L.15. 63 £1. 27 mmol/L( P<
0.01), HkERE O RBANARK T EZ ARBREIKESENEAS, 5514 31.23 £1. 41 mg/g.19.36 T1. 64 mg/g( P
<0.01 & P<0.05); BARAR ML, SGHFANRBERNLEHTALE T L RE, HREEORBEAGRBRKL T .
BRIk E A E W R HEAK, A1 A 22.33 1. 58 mg/g.14.36 £1. 71 mg/g( P< 0.01 &K P< 0.05), 42 o 12 B BE fo 4K, 5F
BERRE A L LK. 2 A1 A 20,54 £3.59 mmol/L.14. 53 £1.32 mmol/L. £ N3EzE & ¥ F % 7T K 4 A2 4L
RENRERBRETZRORB AR EZEORESZ, AR BB IRB AR R T, 18 & 5 4F A 79
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Effect of Gualou Xiebai Banxia Decocation on Metablism of Proteoglycans in Aorta in

Rabbits of Atherosclerosis Model
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[ ABSTRACT] Aim To investigate the antr atherosclerosis mechanism of phlegnr clearing treatment, Gualou Xiebai Banxia
Decocation( GXBD) , a typical decoction of phlegnr clearing treatment was studied in the effect of modulating the metablism of pro-
teoglycans in aorta. Methods Thirty rabbits were randomly divided into three groups, normal group, model group, and
treatment group. Model group and treatment group were fed with high lipid food to induce the pathological change of atherosclero
sis, besides, treatment group was given with GXBD everyday, while normal group was fed with normal food as control.  After six
weeks, blood fat and aorta atherosclerosis pathological changes was examined, proteoglycans was extracted and turned to glyco~
saminoglycan by enzymolysis, electrophoretic analysis was used to determine the consist and content of every kinds of glycosamin-
oglycan. Results The atherosclerosis pathological changes was evident, in conrtol group, the contents of cholesterin and low
density lipoprotein were 13.43 £3. 12 mmol/L and 8. 53 £1. 37 mmol/L, the contents of chondroitin and dermatan sulfate were
21.93%+1.82 mg/g, 15.56 1. 61 mg/g; whereras in model group, cholesterin and low density lipoprotein increased to 23. 63
4.31 mmol/L, 15.63 *1.27 mmol/L (P< 0.01), chondroitin and dermatan sulfate increased to 31. 23 +1.41 mg/g, 19.36 &
1.64 mg/g (P< 0.01 or P< 0.05); contrast to model group, the atherosclerosis pathological changes in treatment group were
evidently imporved, the contents of chondroitin and dermatan sulfate decreased to 22.33 £1.58 mg/g, 14.36 £1.71 mg/g( P<

0.01 or P< 0.05), the content of cholesterin, low density lipoprotein of blood shows little changes. Conclusions The gua-
lou xiebai banxia decocation exerts the antr atherosclerosis effect by modulating the metablism of proteoglycans rather than modulat-

ing the blood fat.
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Bl fik 4 £ 18 4L ( atherosclerosis, As) A& — 45 Bk
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TR FULH L 92 3 4 15 B 5 i AR ) B R P
( proteoglycans, PG) AR 2L, H 4H M iR FR B & 2= &
F 54 ( chondroitin proteoglycans, CSPG) Wit g 57 ik &
T F BE ( dermatan sulfate proteoglycans, DSPG) %54
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1.1 =R 45r4R

3AMFHEZARIIOR, ;i NFEHAFHY
0 R B, A4 E 5 SCXK (%) 2003-0001, A& 1.5
~2.0ke, ALY A EHA BB AFBITE, &4
10 A, ML, EFHRAERMAERR. HAAH
W2 47 80% By L3 4 R+ 20% & A8 RH(15% & E
0.5% fB B B F1 5% H4 i) , E 426 Al EITHEMENE
BEREAA FnGHEENEXEGFEARE
B—k, 6 H.
1.2 #5RFH

NEHGFERHAR: H2NE30g.%E 158
Ao E 15 g WA RILF], v 10 B E B AR E
1 h JERUE 40 min, BUE K, Fw 8 HHM EE B K
FUZ 40 min, £ ZKIEK, 80 CRBKEEFZE
H£E20g. UEA(TOkg) RN EZEEFEH
FEANENg HEISgMELE 15 HERAE
WS EHEERRZRFAFEN 14 gkeo

AMEZEBW. BEEOH . TESRBRRE £
( chondroitin sulfate, CS) 3] 4 sigma /A & /= &, 4 Cfx
o HIKZ W 0. 1 mol/L BEBL 48 (20. 0 g CuACy,
100 mL 7k B Bk, 900 mL 4 A&, pH 3. 1), % @ &:
0.2% [ F| # I 8GX(w/v) BT &k +, B e &
10% (v/v) ZB.0. 1% (v/v) %k Z. % #71 30 mmol/L &1
B o
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L4  fatriel

6 BB HE R, LEBREE LT A &,
B, BXE 0 BE 2 BR AL 2 B B E 3 Rk, L AR As
AREN . fAEAM: LLE 3 A F 5 AT LA
1 AE A4S W 77 2 A6 M 7 K RE [ B ( cholesterol total,
TC) - 075 H i = B ( triglyceride, TG) « K % & g & &
(low density lipoprotein, LDL) #1 & % & g % & ( high
density lipoprotein, HDL) . PG #& B Fn | & & % >k
[3]#4T. MR T, ¥ £ 3 B &, A B, B
HEEENENAERATEELR. MEAFAIKK
RfmAn e aig KRR BUE M S48, BRI A Z
W, AR EEE R EDNETRFREE S
R AR, ZRE R, BEFERAT T, BT 4
94 mmol/L ALEL By — F X T A F, T 677 nm | & #
WA . 4 FIF 0.1 g/L.0.2 g/1..0. 4 g/L. 2 0. 6 g/L
PRV i CS 72 B S 1 T AT BEBR 47 4 8 FE s 0k 3
&R ERR, T 677 nm # R K B . DUAT Y i £
ARETEHFERTFEEORBERINEE.
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2.3 NEHAFE AN ELRENZMN
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MW o &, KR RRY], SIEFAME, BAH
FIkEE CS.DS HFEMHEFE(P< 0.01 B P< 0.
05) . SRV LLEL, VR 9T 4 B ik BE B 1 SR PR AL 4
CS.DS & R FEK(P< 0.01 8¢ P< 0.05) .

% 1. BAMALLR(x 5, n= 10, mmol/L)

I | TC TG LDL HDL

EE4 13433312 1. 16 £0.31 8.53%£1.37 2.8611.02
BRI 23,63 24.31° 1.2530.57  15.63%1.27*  2.36E1.21
VRITUL  20.54 %3.59° 1.2930.35  14.53%1.32*  2.47%1.16
a NP<0.0l, S5IE%AHE.
WRAEA &
Cd
IERE
LA
HA HS DS CS

1. BEERNFKYERR S HERIKE

%2 SATHHERSEERLB(x L5, n= 10, myy)

a4l cs DS HS HA

EWA  21.93%1.82  15.56%1.61  16.71FX1.57  50.2332.32
BRIl 31.23%1.41°  19.36Ek1.64"  15.63F1.27 52.63F2.57
WITA  2.33E1.58  14.36E1.71¢ 14.53E1.32 49.73%2.16

aA P<0.01, b P< 0.05, SIEHALLE; ¢ A P<0.01, SR E.
mg/g (185 SRS ¢ KRG B 3h Bk AL 23 b & 4 B i 2 5 1) mg 30

3 g

B SR WE A A B TR TR A — o B B R4, OB R
Z WEAN B 2R, WG 2 B D RE IR AR AE 5T 20, A AR
P Z AN R &P E B R . shilkaE
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EERE R OB R EO R GEARR. BT
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PRWCE R B AR, 1R MIR R R E O R
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FORBUE As JR AR BT, TR IR TR 2R 8 R IR
BRI ER B R SR I 2 0 O TR, R AR
P3G R, Ay SO ) B R AT > SR R AR H
H 15 AL O BOIR B - B &R 0 A i B (R SR AN, e fiE
R P A B R Bk EE P TR AT SRR, X As BRI IE
B R TARBEE A, 1X — IR BN A2 As RR
B RBA B S BENEARES
LDL IR REM BB 1R E 2K &, HATHE 42
AUEVIR BERICLDL 5 & B RAER G IERY
P, ATRBE AU RS As R AR BT (BT 556
FWERB B, RAT I RBT FUARIE -

ASSCHT T TR IR A BB AL AR R L S
PRI AR —E R Y o 7EA
SRS, MERAIR 7 77 — N3k (5 2 75T As
PR G 2 3 ik 1 SRR IR T, SRER 4 R AR W,
As BRI T V6 22 G AR T 155, As T B W &2, 3
K EE B 1 SRR TP R R B R AR RO TR B2 TR
EARMEE L, Fg TN O 2 7 6 W] 6
B As HIRARESE, W] AN Bk BE 2 1 SRPE P B IR
BB R ER R BRI BT 2R R R B, (RN I
N R FRARIE . X—ERRRMEEA YR
A I B B Ik B AR 1 SRR A T Ik B As
TR, TR LRSS AN BT A, IR 2
HE 75 IR 19 82 1 SO0 FP MR G 2 0 0 7 BE O I R BRI
WRERE, IusEmin s A -0 5 IR B B SR A ), A A
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