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Effect of Losartan on Inflamm atory Factors in A therosclerotic Rabbits

YU LitNa XU YanM in and ZHAO Hui
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Aim To mvestigate the effect and m echanisn of losartan on atherosclerosis in rabbits

C-Reactive Protein  Interleuk in-6

M ethods

32 New Zealand rabbits were randan ly divided mto three groups control group high-cholesterol group and losartan

group  The level ofweights lipids and inflanm atory factors such as interleuk in-6 ( IL-6) and C-reactive protein (CRP)

were detected before the losartan intervention and wo months after the losartan intervention respectively

angiotensin@( Ang@®) was detected on later stage of the experin ent

of ntm a thickness tom edia thickness of the iliac arteries

The content of

Pathological exan mation w as perform ed on the ratio

Results A fier the atherosclerosismodelwas setup the se-

rum lipids and CRP, IL-6 of rabbits in high-cholesterol group and losartan group rised significantly campared to the control
group but there was no statistical difference between wo groups A fier the losartan ntervention, semam CRP, IL-6 were
higher n high- cholesterol group and losartan group campared to the control group but lower n losartan group ~ Serm
lipids of rabbits in high-cholesterol group and losartan group also rised significantly campared to the control group but there
was no statistical difference between then either  The ratio of intma thickness to media thickness were higher in high-
cholesterol group and losartan group campared to the control group (P < Q 05), but the ratio m losartan group was lower
than high-cholesterol group ~ Angiotensin &) was higher i high-cholesterol group and losartan group cam pared to the con-
trol group But there was no statistical difference betw een them. Conclusion Losartan can prevent the developm ent of

atherosclerosis due to its action of mhibiting inflamm ation and the effect of losartan on atherosclerosis may not be related to

the lipid m etabo lism.
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L5~2 1kg A 3~4MA. ZRMEFAE 15C~
20°C, B B ARk, & AR E N R R — B HE R
EREH BELBEATRRBRIL. 2 EHREHF
WAL AZH: EEXRA (n= 10)ERFHHELR
LEER 100 g/d BHE 50 g BmAEL (n= 9)& R
YRR TR (1% EEE + 36w+ 100 &
EH + 840 LEAR ) 100 g/d F#E 50 g AV HE
H(n=10EEEEEARHE. GRAFEADEAH
HATEH R BRI A, EF X B4R #HATR
FAR. AFRKE, B G# fk il € i fg ACF
B vE RAE AR AR, A0 14 7 = R Ak A Bl T B e A
SR (£ T )25mg/(kge d) TR, 258
& 8Bl 12 RME, #BCE & & ko R 2
RE AT Fo it & KOE 18 4R K 3 A S, BURE B kR
WS HE AN M EARET 0 5 FFEHR T
Z R P EE 24 h GHORER N, Fl AWM E & H
RALL ¥, - I0CHEEEA .
L2 FERNEKIKERIRA

L% XELWZHEZHEKKE (Q 5~ 1
mL/kg), BZ & B, ™R, FEH MK K
X, WELEK, FAEEFHET, BH 9 A2 FHE
THRE, RS FRATHIFT I O, 2B R EA 3
~4 an, BN 2 £ %, &AL IRIm G, T8 A
Tk kFEW. USHER4 ZER DEEEAN Q 014
KT, HANKRE KE 15~ 20 an, MR E N E
NEEEAK, BHEEH 8~ RAMKEE, BB EHHK
EEVOAE WK ENRGCERAE BRFEL
ZFRA,EE LREE 3%k, BRHkEMTL, 44
k. ABBLAFRAL, ZRBFR, 0 RHITA
RABEZTG RS, B EEAHER I, THE R
B, BFAFTHENKE, KFRE L.
L 3 MR . RERFRNERHKE OSERN

ZHRRRF ARG, THE&S KR E# KD
Aml 24T 8 A J5, BUALFL AT, Bk T B 4 # Jik
KE#FHHMD 4mL. mHF#HE 30mn ML 3500~ 4000
rminB &, B EEMES K, - T0CHF. XA
EIME M RE, & Selectra-E 4 B 5 & 4L LB AT 4 W .
KR ELISA %2 g4 f/-% 6(1L-6)F CR W&
B (CRP). Tl A AL S K, A A %% &4 N
mEHL Ang@E £,
L 4 WEEFREERSN

Bk, 00 % R FEEB IR Z R b E &,
Bk, A EEET A, HER €, EHETAE D
ERBE. EMIAANER 3IMEBEERE, AR

HERAER R ARAZ S ERE, A h-
age-Pro Plus 6 ORBAMA G ANMEAES FHE
B, RAMKE, FHEHH W HE
L5 FirERE

Fra FA LB R SPSS13 0T E. %
TR o« TokR, SHEHBUBRRALEE T 25
M, B—Z R E AR AR XA RS R,
UP<QOSHZERALRITFE X,

2 £ R

2 1 &iPiB A7k F A2

m R 4 12 BB, m R R & Vb A
BHMW=8 (TC). B HEE (TC) MEZEEEE A
JIH [ B (LDLC) 7K T~ B 2 = T [F] I A 1E 5 R4 (P
<Q05), HEEHERWHAZ ML % £
1 o HE 2 A sy v if i G B R AR Ak, T v e 4
ME VAL 1288 TG TC K& LDLC /K8 48w}
FFE (P<Q 0% 1).
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R (n=10) (n=9) (n= 10)
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TG Q 82%a 20 12 89 8 35* 12 88 =9 58*

TC L 77 X0 62 51. 98 *15 84* 45 23 15 80°

LDLC L 0230 60 22 56 16 92° 19 61 5 95°
12/8

TG Q 85%q 27 27 72 £18 44" 24 88 15 07®

TC 1 70 0 64 69 81 k18 24 67 84 +13 72

LDLC 1 04 %0 60 29 59 7 87 29 84 X7 56
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EE MY MTE CRPA L-6/KF & T 1EH
XHHEZE (P < Q 05), &P HAME CRPAI IL-67K
PR TFREARA (P < 0 05), HEWIHEA 12w &
CRPH IL-67K-FIK T 4 A B MLIE K (P < Q 05);
BRI IE H X IR 2 12 AR s CRPAT IL-67K°F
5 4 MEKF R ZEN (R 2).
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* 2 BEREHME CRPFI L-67KF (x L)

CRP(mg/L) IL-6( ng/L)
|
4 128 47 128
B R 2 867 XQ 388 2 872 *q 337 19 135 *19 156 27 059 18 146
PR 4 353 X 316 4 655 X0 334° 98 015 *¥19 563° 97 408 18 417*
SVbHA 4 533 +0 367° 3 338 *q 387% 101 786 *16 559* 58 565 £13 068
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TR (P<Q 05), BEEWHASFEAMAZE Ang®
EELATFER (K 3).
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LR RN, B A S AsHITERRY . AR AT
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