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[ ABSTRACT ] Aim To study the effects of Xin Tong-tai (XTT) on levels of serum lipid and apolipoprotein A, B
and aortic oxidized low density lipoprotein (ox-LDL) and interleukin-18 (IL-1B) in rabbits with hyperlipidemia.
Methods 120 clean grade healthy Japanese rabbits were randomly divided into control group, model group, low-dose XTT
group, middle-dose XTT group, high-dose XTT group and rosuvastatin group.  All rabbits were sacrificed by high-fat diet
and immunologic injury. The drug intervention groups were treated with the corresponding drugs for 60 days, serum lipid
and apolipoprotein A, B were tested for determination.  Ox-LDL and IL-1B were tested by immunohistochemistry.
Results Compared with model group, XTT and rosuvastatin groups could decrease total cholesterol ( TC), triglyceride
(TG), low density lipoprotein ( LDL) and apolipoprotein B, the difference was statistically significant (P <0.01 or P <
0.05). Compared with model group, XTT and rosuvastatin groups could increase high density lipoprotein and apolipopro-
tein A, the difference was statistically significant (P <0.01 or P <0.05). Compared with model group, the decrease of
IL-1B and ox-LDL in the middle-dose XTT, high-dose XTT and rosuvastatin groups had statistically significant difference
(P<0.01). Conclusion The XTT can reduce inflammatory response of atherosclerosis, probably through lowering

serum lipid and reducing inflammation.
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H FEFHALTT 4 TC TG . LDL F1 ApoB WA S F#A% (P
<0.01 3¢ P <0.05) L2 Hh3fl Al 0 /4 B dT
fRAVT 4. HDL  ApoA B FHE (P <0.01;5£ 1-3)

F 1. ERENEME TC #1 TG £2/80H(x +5, mmol/L)
Table 1. The effect of XTT on rabbit serum TC and TG (x

+5, mmol/L)

| n TC TG
=Y 18  1.739+0.287  0.908 £0.295
AL 15 38.802 £2.897* 3.809 +0. 698"
DIFRZMEFIEA 14 34.105+2.973"  3.198 £0.299"
DR PFIEA 16 30.559 £1.798™  2.510 +0.480™
DS FIEA 15 30.560 £1.819™  2.509 +0.479"™
HdF AT 24 14 29.702 +£1.986™ 2.367 +0.604"™

a N P<0.01, 55 A4 E ;b N P<0.01, 5HMAE;c A P<
0.05, 5.0 AR m A Lh AL,

K2 WVERXEME HDL #1 LDL 22/ & (x s,

mmol/L)

Table 2. The effect of XTT on rabbit serum HDL and LDL

(x £s, mmol/L)

| n HDL LDL
FHHA 18 0.461+0.111  0.469 +0.231
il 15  2.608 £0.504* 22.208 +3.401°
DIFRZRMEFIEA 14 2.891 £0.497°  20.619 +1.669*
DRI 16 3.401 £0.596™ 18.202 =1.981%
DIFZEEFIEA 15 3.399+0.601" 18.211 £1.897™
B kT AT 40 14 3.402 +0.629™ 17.986 +2.078"

a N P<0.01, 55 A4 E ;b N P<0.01, 5ERAE;c A P<
0.05, 5.0 AR A Lh A,

R3. WVERMEMFHEED AB SERM (X 25, /L)
Table 3. The effect of XTT on rabbit serum ApoA and

ApoB(x £s, g/L)

| n ApoA ApoB

FHA 18  0.189+£0.041  0.021 +0.011
AL 15 0.112£0.039* 0.152 +0.031*
DFERMEHIEA 14 0.145+0.031"  0.129 £0.032"
DIFZEPFIEA 16 0.188 £0.022™  0.088 +0.032"
DRFEEFIEA 15 0.189£0.037"  0.087 £0.031"
B &F AT 2 14 0.186 £0.029" 0.088 +0.026"

a A P<0.01, 52 F4 ;b A P<0.01, SHEBIY HE ;e b P<
0.05, 5.0 Z IR 4 g

2.2

IR EFNBK ox-LDL #0 IL-18 BIS4M0

MR ZE T RN s R 2 B A AT 40 3 3
Jik ox-LDL Fl IL-1B ()5 & LR H AR (P < 0. 01 B

P <0.05) ;5098 2G50 f 4 L8, 00 9 28 v ) o
M FadT 7T 2H T 3h bk ox-LDL A1 IL-1B8
B AR (P <0.01 3 P <0.05;%4) .

xR 4. DVERWEEZIK ox-LDL IL-18 BIZSMH (x = 5)
Table 4. The effect of XTT on ox-LDL and IL-1 on arterial

tissue of rabbits(x +s)

5 4 n ox-LDL IL-1B
=k 18 0.184+0.051  0.119 £0.029
HHIZH 15 0.595£0.012° 0.550 +0. 049"
DIRBMFIREA 14 0.402£0.059" 0.383 +0.0189"
DRFEPHREA 16 0.326 £0.033™ 0.261 +0.0641"
DRZEEAEH 15 0.313 £0.047™  0.265 +0.0629"
B &7 AT 4 14 0.310 £0.020" 0.257 =0.0641"

ajP<0.01, 554 HE ;b A P<0.01, SHEILHH;c N P<
0.05, 5.0l R 40 b4

2.3 BIETHBREEE ox-LDL 1 IL-18 IR I%

25 4 S 3l Bk N OIS, 7 LA B HE 31) %
56, e ek, BERLZH N K 25 AR TR 4R g,
AT DB S TR A A Uk et WO R ZRIE L R R
ZH NG ET A AT T 4L 30 ik P9 S 76 R 200 i i i e s 7Y
ZH B SR sk D TR R b R DL AR
T P A EGET A T T AL v R 40 A s /> S B (T 1
2),

3 3 it

As RIGTEBN KA BE N AN ST A R BT TR,
(R A H 2 - i LA AR ) o RS AT 38, (Y
FIES 58 JEE1TTT 2 B 5 A G o BAE e it £ 2 B B 7y — b 9
o As BTG N 2= U R BH = R ILAE AT 2 F
) ik P B2 20 9 RE 27 i e sl ks A e oxc-
LDL [T AT W5 200 10 1) 3R 4 02 As A HA RO 19 56
O IHREBEFN LDL $E A Sk N i )2, 0 1 40
L W T2 TS 76 R 200 S, 6 K 40 Pt — T ] AL 2 A B2
RSP RHR ST BB ) | 55 — 7 1 Bl bk N R 1
EL WA IR ox-LDL IL-18 \C SR iR SR AL
¥ 4 18 S RAEH T, [RIA ox-LDL 7] LA
I AL A6 S i LA B A AR A AT R i
U LA B B A 0 s R 5 o 4 i AR 1 Y 2
A, LI 4 ) 2R F A AN i A 3 T, S SO e il
A GRS R T 22 AT AR
RAEH T IL-1B , ox-LDL 257K - | 7 ox-LDL 5 5 1)
E oWk 4 M AR BT RO R A b, o R 7T
AL DS TL-1 B 1Y 53 1 BT T A At VT 8 R AT il 2% 85
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1. EFRKEE ox-LDL MRBHAWLZFLE( x400)
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Nz AL, B NI, C O O R FR AR AL, D S DR R PRl 4L B

Figure 1. Ox-LDL immunohistochemical staining of rabbit aortic wall( x400)
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Figure 2. IL-1p immunohistochemical staining of rabbit aortic wall( x400)
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S MARFEARZR IR B FARBIHT As, 79—, DR 28
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