32 ISSN 1007-3949 Chin J Arterioscler, Vol 14, No 1
«SCIGHAEER [SCEHS]  10073949( 2006) 14 01- 0032 05

Jils 28 A TR A SRR G50 v g ILAE /) B, = B Mk P9 2 4 i
A AAR G TEY) R T Z A& ¥ P50 1 Fos RILHIRZ M

k&, B, B OB, ZHE, KGR
(L7 MT&BTRELEERSAA, J7 KRG ) M 511400, 2. P L RFWEFE—ER S AA, 7 &4 M 510080)

[KHiR] REFLHREAME, X RBARRET DAL GH R T
AR ER TR Y, P50;  cFos

[ E] B B EARBRARBREGZHREE DR ZHRA L @EE ARG AR EFR TR Y. EE T KB
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[ ABSTRACT] Aim To investigate the effect of C. pneumoniae infection on the expression of peroxisome proliferator-acti-

vated receptor ¥ (PPARY) , nuclear factorr- KB (NF-XB) and activated proteirr 1 (AP-1) in aortic endothelial cell in hyperlipidemia
mice. Methods Forty eight, &week-old female C57BL/6] mice were divided into 4 groups: control group, infected group,
14 weeks later, the expression of PPARY, P50 (sub-
Slides

The score of

atherogenic diet group and infected atherogenic diet group ( each twelve) .
unit of NF-KB) and ¢ Fos( subunit of AP-1) was determined by indirect immunofluorescence in the aortic endothelial cell.
of aortic sinus were prepared by cryosection, and stained with Sudan @for examination of atherosclerotic plaque.
atherosclerotic plaque was determined by microscopy. Results The score of atherosclerotic plaque in infected group was not
increased, while it was significant higher in atherogenic diet group and infected atherogenic diet group ( P< 0.01), still the score
The expression of PPARY, NF-KB and

AP-1 in endothelial cell in aortic sinus was upregulated in infected group, atherogenic diet group and infected atherogenic diet

in infected atherogenic diet group was higher than in atherogenic diet group ( P< 0.01).
group, in comparison with that in control group (P< 0.05). There was no significant difference among infected group, athero-
genic diet group and infected atherogenic diet group. Conclusion The inflammatory process was already initiated in the aortic
endothelial cell in C57BIL/6] mice at the early stage of Chlamydia pneumoniae infection and hyperlipidemia. ~ Chlamydia pneu-
moniae infection alone would not accelerate the process of atherosclerosis.  But Chlamydia pneumoniae infection could accelerate

the process of atherosclerosis.
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RN . 3 SR Ak A 48 B ) 0 B 3% 4K ¥ ( peroxisome
proliferatoractivated receptor ¥, PPARY) . #% [l T KB
(nuclear factor-kappa B, NF-KB) Fl¥iE 2 [ 1( activat-
ed proteir 1, AP-1) 75 2h ik s FE AL L FE A 5 B2
PIER . — eSS w78 7R PPARY RE 0 28 JiE [H
TAE N B AR PV LA B i Rk . AH s, ER
RACJF A IR 5] T 1) NF-KB A AP-1 30 A8 R
— B SOREDR F I Rk . PRtk A 708 i AR il A
A A4 K G b CSTBL/6] /N B B ik A R 4 i
PPARY.P50 #1 -Fos Ik (IFZ WA, T 4125 #R 1 fili 2
AR R A G AE HE B)) K SR AL P 1) o

1 MR57EE

1.1 shiaFaseR

48 2 8 ¥ #y C57TBL/6) M M /N R T oL ok
FH TR G, o R B RS B R AR
PEEE(EHA 12 ). dEAMREHEEN
Be, e E R T RARUSRERE(H 15%
2. 5% FBTE B 0. 5% REBR Fn % MLAR & 4 K , B
e 48 Fo R e v A L IR B RR B A SR KR AR . AN
ETHEENRXRE S, TERFHES 0.2 54 7,
BREHMBRETRANTEZEEM 1x10 ifu By
Jifi R R R AR (AR-39) , T xt B8 4 Fv 8 Ag 40 /N B 0] 3
0.01 mmol/L PBS . EANAZLKRIBRA 14 A,
1.2 AFISNIE

3 4% . PPARY polyclonal antibody. 3 #7 & P50
polyclonal antibody 3 #7T i, «Fos polyclonal antibody 71
A BRI/ B, PECAM-1 monoclonal antibody ( /1 & 48 g,
k) 1T Santa Cruze %A R IgG-TRITC F1 %471
3 IgG-FITC 4T SigmaAldrich. Chlamydia TWAR J4
T % [ # A ¥ /&, Rabbit anti-C. pneumoniae-FITC J§
T DAKO. HEAWRAANMET LEAT, FTALR
A FE: A E A B AL Cryostat ( Shandon, B56206,
AIF]) , #% & % B % 547 & 42 ( Olympus, 1X70-142),
A Ak = 4 BT A (HITACHI, 7170A, Automatic Ana-
lyzer) #2158 % 0 HL( VNIVERAA32R, Hettich) o
1.3 {AEMMASNE

T LI T 4b Fn 206 45 SR B 4 A /N BB B B Bk
Bifn0.5mL, ATEBEEEMEH=ZBHINE, &
4 B 1 RAEE.
1.4  EENEKSEIPBHELHRLRNTS

Eh s RE, LA R, 28 35, B E
FKEY o B 10% 18RS E E G, 17 7t
B, BATARKES. BRAORNENHKER 0%

MAEEHBETRAES B EENFT. WA
AT 2K Bl X[ 4] .
1.5 AEHIE S LR EEYEERZIR v P50
N Fos FTIZHIME

INEE S BT AR 100% P B E E 5 min &,
0. 01 mmol/L PBS V& i %% 3 &, B %, 1y FEL#F 20
min, & 5 £V A im N\ —#i, 2230 B PPARY poly-
clonal antibody X, ¥ #T i P50 polyclonal antibody 2, ¥
#L B Fos polyclonal antibody, F [ & v A\ A & 470 /)
. PECAM-1 monoclonal antibody ( /9 J 48 fE 0 1K) , F
BTHE2h, ATA—HEKREN 1:700. BHF 2h,
F F 0. 01 mmol/L PBS & ¥R ¥ ¥t 5 K, RGN 471
#40A B IgG-TRITC( 1: 200) F2 %47 ¥ IeG-FITC( 1:
400), EIHEEFTETHEE 2h F4 0.0l mmol/L PBS
BHEAES K. REB TR ETHERAEEG LT
AEZ THRNA KR T KA E, £+, TRETC
AT B, A B H EI A K, W FITC #7iE W &
4 B 4 B9 PPARY. P50 #1 Fos, % ¥k % & £ # 4% .
RABEW A RS BUTHRAE: (- ) LT K
(D) ABMEBET N (+) AT (+ +) AAE
M (+ + + ) ARARAR L. B ET, AN
#HELATE %
1.6 HitF4aE

AT EAR U x £s £F. HERHHLER
FI#H & T Z00, HH AR LB KA Kruskal-Wal-
lis %, P<0.05 AN EZFHGZITERE N

2 4R

2.1 BHAFEMMAERILER

SO £ SR AR AR G fR D AR E R
R, T I AG 7K P T v, 5 0 R RN L A AR B, 22 5
HREM(P<0.01) (£ .

F1. % 14ESENREEMMANLLE(x £, n= 12)

» @ (g L ] A i = i
(mmol/L) (mmol/L)
xR A 33.2%2.35 2.20%0. 17 1.26 %0. 15
e i 33.3%1.45 2.1810.18 1.1310.24
i g 4L 30.612.4 5.72x0.72°  0.52%0. 15"
YT R 30.7£1.45 5.88%0.72*  0.54%0. 13"

a A P<0.01, 5xBALK.

2.2 BIATFNBKSEERNBBAEELAEILIT S R EL AR
X R ZH A R G 2 B K 52 v R LB GRS RERE AL
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AL BT A, e R e m IR LA B AE AL (P< 0.01) o 1t B S0 8 A J5 A4 R G AN e 51 2 /)
PIMTER( B 1) o mAREME R AR A k28 RSk SE Sk ok B A & 2R, T e e TR A s
JK S RERE AL 1K VP 43 43 1) A 2. 17 0. 44 F01 2. 92 0. R & I i S A A B I RE A2 2 3 ik sk Ao s A
43, misHMR L EREA AR ERBAEEE  BRE.

B 1. BEEFREDFOBEHEBURLETFTT GREIFR( x 40) A CHXTRYL, B OIEYA, C NEREAl, D IRy s,

2.3 FEKARAEMRITEAAEEBERZE smESNRANRE, ERAEEE(P<0.05 (F2

Y P50 1 Fos BIFRIE FnR 2) , 1k B il ¢ A J5 A B e 8y 0 v B IR 2 g 1
PR LE BT BoR, B R R ARG F Bk 4 PPARY. P50 Fl Fos flIRIE.

T B 4 =Bk A B2 40 D PPARY.PSO Al ~Fos 7%

£2. FHENEEUAEEYHERZE v.PSO F cFos RABBRILLE (n= 12, sample= 4)

PPARY P50 c Fos
5 A
- + + 4+ F o+ - + + 4+ F o+ = + + 4+ o+ o+
xR 4 0 5 5 1 1 9 3 0 0 0 9 3 0 0 0
| 0 1 4 6 1 0 0 1 10 1 0 0 1 10 1
ol i 0 0 4 8 0 0 0 4 7 I 0 0 3 8 1
e g 4 0 0 3 8 1 0 0 1 9 2 0 0 0 10 2

WHMMERIR 1AL 28+ 38+ +; 4+ + + o

3 i AW 15 ¢PDJ, KM%, PPARY B4R I0GE . 1 d e A
e R B B0 e I E 51 AR K 30 koA B 4 e
PPARY %35 LR B AT 58 2 i AR HLAE /) B )44 Y
TAFE BAMEME S FE IR & (oxidative low densic
ty lipoprotein, ox-LDL), ox-LDL /& PPARY 19 14,
M 5728 PPARY [I3IE

BT, BT KB RARTET P 41 AP
TR JUL T L 5 4 L ) 400 B 3 o, P65/ P50 S K 2 % A

H A, B W58 Eor PPARY 1E 48 JiE i 72 A A 1 61
FRREIE FE AR 3 2 RE i FE W EAEH . AW
I, Ji 9 A JE AR Jek e w0 v I IfLAE B E R B Bk A
FZ4HHE PPARY Rk . H il 28 A S A B 4 i
FE KN B A0 PPARY 3R IA (AL AT 58 52 AR il
KA — MR 22 R, A 56+
o v 47 bl 6] B A7 bk O6 SR B
e Q;ﬂzﬁ;ﬁfj@g;ﬁﬂgﬁﬁiﬁ_ B AR B9 BB o 2N LR 2
g : v LpIes A AR BN DA v TR B, 0B D HE 2 0 L iR R AT
taglandin D,, PGD:) VR R IR SE R T a, PGD, IR ¥ a B4/ 2 1 (interleukin-1, IL-1) A1 ox-LDL
WM& 154PD),, T J5 % /& PAARY FIBCAR, BEE 5|42 1B MIBERR AL, #4187 KB B2 B 3E4k
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1 1 2

2. ZEEFNBKAE MBS S ARIEEYBGER ZR v P50 F1 ¢ Fos TSR B ELEL( x 400)
A AR, BONEGLAH, C iR, D NG mAE4 . 18 PPARY, 2 5 P50, 3 M cFos.

kR0 A B 4 I Y 89 PPARY P50 Al ¢ Fos.

HIEEMMZA . BOE R E T KB AR IR 58 5E R
TR R 45 A, AT b v 0fn 7 40 D L A% 4 i AN
AN ARE IR F IR IE . 2551, A R4 i L BeA% 41
LR T 9k 2 200 R Ak 552 4 3 R B FE P9 B2 4t b, AT
172 P9 B 41 A A5 473

C-Fos RIEFF T AP-1 F iR — 5, «Fos/C-
Jun SRR AP-1 1 = BAEAE T 5, 78 1E % L4
B R A L AHIE T R, il AR SR AR YL
B R UAE A R /N SR 32 Zh Bk P9 B2 40 M e Fos 3R
1%, cFos FI& FRMIHLEI P fe A 3 4S50 4H /N R AK
W& KER R IRIER 7 a F1 ox-LDL. IS o
Fos B8 _F i 58 28 58 PR 5 (1) Rk, AT 512 %5
LT P A ) B AT . AR A S s R G i AR A

2 3 3

AT LA B, G5

IR G =1 N5 4 3 sh Tk 9 B2 48 i PPAR Y. P50 A1 e Fos
eIk 2 B, TG = R 20 4 PPARY.P50 F ¢
Fos =3 I 3R 1A 7KV ¢ 1, FCAL | o] B8 A2 il 98 A< J5
PSRN 1 R IfRE oF I P 2 400 P ) A R BT
;. HETSRIGHT AR oR, BOE I PPARY REH) ] NF-
KB - Fos 55 o AH I [ ¥ I [K] 25 4, 348 11 400 1) 3k L
B Y R, Rik B PSO AN
cFos FFI&A 51 2 /)N B 2 B ik 52 3l ik il B R Ak 1 T
i, HF PPARY 7E 4 fiE i 72 o (19 X E 1 FH, [tk
PPARY 7 i 8 4% JE A4 B G N Py iz 20 B 405 B 98 i ik
2 o R DA FH B 5 3L e B0 ik e e st A TR T )
T AR AL &5 8 — AR

AT R I IS 98 A Ji A T % R I T R DA v AR AR
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£ C57BL/6J /I B 32 3h ik 323 Bk sk AR A0 TR A, T
FER N AN BE 51 RSB B E REREAL BT . 4 SR AN
DERASE IR E A E $RFE /N B LDL 32 A4 fi Bk /) B AT
WG 22 H ROV TR R SEI S5 R — 8. Ml R AR
IR G IE s Bk s e ALV T P e & HAR RAE A
Ko ERMERERDNREN, &FH RKERKE Z R
F5 [ H [5] B% (low density lipoprotein cholesterole, LD-
LC) , 1M ML/ P B 410 M F) 8 A 452 45K 2 2 LDLC #%
Gyt Y B A0 B 18] B DUAR 2 A BT, AT s Bl
Jik Sk BEASE AL BT B (B AEARIKF ox LDL H /) B 44
P9, il 9% AR TR AR IR B JF A RE 51| 262 51 ik 545 1 A AL 1) TR
o

S22, FE P 2 AR TR S AT e I ILAE 3,
B, 2 B Pk P 2 4 L ) A8 R s B SR o B AR
KRR GANRE T1 & 50 Bk 5 AR A8 4 1) TR A, 5L R
AR SRR G BE N8 = IR T & 51 H 3h K SR AR AR AL FY
TR PPARY E fili 8 4 JE A4 SR GLInF P Jie 40 M 45 17 A
RIEIS AR R T AR R S e S bk s R AL
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