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[ ABSTRACT)]

mycin on As rabbits.

Atherosclerosis;  Inflammation; Chlamydia Pneu-
Aim To investigate the relationship between atherosclerosis ( As) and inflammation and the effect of azithru-
The
latter 2 groups were made as modle by high lipid feeding [ cholesterol 1.5 ¢/ (kg*d)] and vascular intimal injury.  Azithromycin

Methods 45 rabbits were divided into control group, high lipid group and azitheromycin group.
group were given azithromycin 30 mg/(kg*d) 3 days 4weeks. High sensitivity C-reactive protein ( hs CRP), Chlamydia pneu-
moniae immunoglobulin G ( CPlgG) were detected at 0, 4th, 8th, and 12th week. The damaged segments of abdominal artery
were harvested for morphometry and reverse transcription polymerase chain reaction evaluated the mRNA expression of vascular cell
adhesion molecule-1 (VCAM-1) . Results Higlr lipid As rabbit had higher level of hs CRP (212. 8 £5.3 ¢/1)), CPlgG (2.
03 £0. 08 g/L) and mRNA expression of VCAM-1 (1. 102 £0. 108) than azithromycin group (hs CRP: 123.9 £2. 1 g/L,
CPlgG: 1.40%0.09 ¢/L, VCAM-1 mRNA: 0.978 £0. 135).
As had relationship with inflammation, azithromycin could inhibit inflammation and mhibit As.

Azithromycin could reduce the levels of these inflammation -

dexes. Conclusion
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# ik K i 8 mL, 4 C 3 000 t/min % 0 15 min, B R £
F- 10 CIRF & A, Al T H i = B4 (triglyceride, TG) «
5 FIE [ B% (total cholesterol, TC) - & & & fig & & JE B B2
(high density lipoprotein cholesterol, HDLC) « ik & & fig
% 1 FE [E B2 (low density lipoprotein cholesterol, LDLC) «
& & C R & @ (high sensitivity C-reactive protein, hs-
CRP) - fifi 3k &K J& /& #1L 1 ( Chlamydia pneumoniae immu-
noglobulin G, CPlgG) 7 | . 1w Ag U = 6 A H
7060 A 4 E 3l & 4 AT L TG TC XK A 1L & 4y B
UL A A %, HDLC X A % # 44 5] %, LDLC
KRt EFE B % . hs CRP W1 & % %% bbb &,
{# | Beckman A 8] X 7| & . CPlgG Bl = X Al M &
TR ik, ] FF & Labsystem A 5 iR Fl &. FTAE
BEHEETLA REREFERALAT.
1.4 SRFERE{LAYM ER

XRAAE, BEEHRFHADEAR, ZR
HEEE R, R AL HE 36, KETUE D E WK
B AL .
1.5 MEMREH ST 1| mRNA RIERE

XA, WERE L EHE, XA FHEAN
fl— 2 E R BH L P RNA, 4 % DNA 5 X A i
Bk R A W8k R AL (reverse transcription polymerase
chain reaction, RT-PCR) #y 77 7 M| 7 4 41 & i1 & 40 fe
KBt 2 F 1(vascular cell adhesion molecule-1, VCAM-
1) mRNA %3k, bA GAPDH # *f B, VCAM-1 5|47
5| % 5°-GAACACTCTTACCTGTGCACAGC-3” #1 57~
GCCATCCTCATAGCAATTAAGGTGAG-3 , =41 & & %
567 bp. GAPDH 5|47 %| & 5’ -GTGAAGGTCGGAGT-
CAACG-3" #1 5°-GGTGAAGACGCCAGTGGACTC-3, 7=
WK E N 299 bpe KR4 K 94 CHE % 4 min
5,94 CEMA40sT 60 CEM I min~ 72°CEHE 1 min
T2 CEMH 1 min, £ 32 AMEFR. §H P H AT
ReWE e fe e vk, AN KA FHAH EGNER, BKE

T R i
ViERSI-
1.6 HiHZEDHH

HERR R x 5 &7, AELERA ¢ £
B, P<0.05 ¥ ZRAHITFE N

ATH kA& H®E N ZE, it & PCR 4

2 &R

2.1 IMBE/KFERTK
KA TG TC-HDLCLDLC 7K i 5 g me 7%
BT, b a R (BT ) 1K S AR 4L

FHELTE R R 1)

% 1. BEMBEKFEEL (v £s, mmol/L)

gy # TG TC HDLC LDLC

R4l 08 0.8310.29  1.48F0.54  0.51%0.13  0.63 %0.36
45 0.9810.54 1.3430.68 0.40%0.15  0.54%0.39
8 0.62140.13 1.2140.34  0.3930.13  0.2930.20
12/ 0.50%0.16 1.16%£0.29 0.40F0.15 0.28%0.10

EARA O 0.95%0.25 1.6130.43 0.56%0.11  0.7430.39
48  1.28%0.62 11.013568 1.00%0.89  4.80F1.87
8 110X121 11.77%7.08 1.47F0.42  6.60%1.93
2 1724031 1.17%0.57 1.41%0.11  6.54%2.47

Virdl 08 0.96%0.70  1.31%0.35  0.56%0.15  0.4510.25
4 096+0.50 9.66%7.81 1.04%0.39 5.11F%1.71
88 1.1540.43 14.63%11.54 1.29030.74  6.49%1.70
12/ 1.7030.32 1.33%0.57 1.5030.15 6.48%2.33

2.2 & C RNEBMGRIREERIEKFE

% HE 2H hs-CRP A1 CPIgG JoHH B AR 1k, & HE 4L AN
B 27 %5 = 41 hs CRP AT CPIeG 7K F 5 8 JH e i3t 4T
T, B4 B R 4HIAIT 4 A5 hs CRP A1 CPIgG /K
P BT R4 (P< 0.05, % 2) .

R2 ZHAEH C REEAMBRREREEELR (« X5, gL)
‘ X B2 Fi 2% = A
FiF 1]
hs CRP CPIgG hs-CRP CPlgG hs-CRP CPlgG

0fA 58.9%2.1 1. 42 *0. 07 56.7%1.3 1.3930. 09 60.6X1.6 1.41%0.05
4 4 62.7%2.3 1.55%0. 09 65.7%£1.5 1. 48 0. 08 62.9%4.7 1.47 £0.04
8 [ 68.81+2.1 1. 67 X0. 04 108.9 £3.7 1. 85 0. 08° 116.7 *4. 4° 1. 83 0. 09°
12 A 64.81+1.2 1. 63 X0. 10 212.8 5. 3¢ 2.03 £0. 08" 123.9 2. 1% 1. 40 0. 09

a y P< 0.05, 5XBAIELE: b P< 0.05, 5Bl EbE .
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A Ryt R4,

2.4 RLAMEMPERM S F 1 mRNA BIFRIE

X HE AN A A /b & VCAM-1 mRNA 1%, & 5
YRR 25 55 &K 41 VCAM-1 mRNA %35 B & T+ &, Bl
¥R F 4 VCAM-1 mRNA 7K P45 & i 41 1% 4% 0. 978
0. 135 £t 1. 102 0. 108, P< 0.05, F 2) «
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VCAM-1 (567bp)
GAPDH (299bp)
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3 it it
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T AR R R S AR T 30 kB T iR 0 B B (1) 3 A
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J, LA T 98 A Ji A 8% e T DA vy FR Pk & 51 A2 )
As B . VCAM-1 1 hsCRP J& 2 A 1 28 AR &
W, 5 JRE SN T, 10 B 5 As Fl7a 00 % R
P, SO LT CRP /K P B T, iR
B kR A8 BB AL R 98 RE I 5 T 0 L S, CRP 2

BT T, 02 2k R 3 Bk 45 A IE
CRP AT L% 5 VCAM-1 [3RIA, JR#B CRP 3 &1 o i
AAEF T CRP 345 (19 ) B, A= THVA YT LAIRZ> CRP (1)
W5 08 1 R Thae & —8H.

AR ZI S W T 580 ML 5 2, & B
As FREVR MRS EWK T ETHE, hs CRP FHE 5
CPIgG HiFt 3 — 8, R IEMREH. AT RHAANE
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