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BE I X 248 o (LXRa)- ZHERRIRTE 45 & G2k AL (ABCAL)BRIEAEN KA AR (C. preumoniae) it ELE 4T Hu i J5
FEBUPE AR, LA THP-1 E g 40 My v VA 4 i S RS2, SR FH v 255 €2 635 A &40 o Py 5 IRl 2 e v R ] e I
] S 2 ek, VR0 DR R T S s A 0 4 T Py OB 9 Y, RT-PCR A& 1) ABCAL Fl LXRo mRNA F %%, 2 A 5t B EE A )
ABCAL il LXRa IEE 1 TR L s A LXRa KRS PEIZ) /1) TO901317 X 4H L igb AT AL 2, FRMLER LikFadnAsth. 4553
WIR, C. pneumoniae TARME THP-1 EWRAH B I YL A H 0 P A5 JF T2 | 9 2 OV o] st R0 O i e s 398 oy, 0065 L 3 e M0
PS40 iis ABCAL FI LXRa 1L i H] ABCAL B3N 7 8- 1R - FRBEMR AR T TAL 2R 40 A B LXR ¥z 71 T0901317 Ttk £ 4t ffd

i, AT YRS C. pneumoniae X THP-1 4H /il ABCAL (TSI, AR ESH Mo fF [l BEms thy . BRI AN Mo oy S e 5 . & R
PR, C. pneumoniae FEF EVEAN MG 5T E A H I R e, LHLHITT B S LXRa-ABCAL i1 5.

KR M RAIEAR, HF X 24K o, =BERIRITES & stk AL IRIERERL, iR 5E R

Z89%ES R363, R5

Sk FEAE1E (atherosclerosis, As)s e Ak % /Lo ik
M PR 3 R R B R, RN 16 T A
RERIK TR T Bl Gefa i 3w I IAE < IR
Wi~ L WA SRR RIRAE AR 2 b, G R
7 As IR H 7832 BT RYEARM. K sk
BAEsSE, M RAKEAE (Chlamydia pneumoniae) f7 1t
T BN KA PR, A LR R S kR R
WB. Meta 73 45 B 2o, $U C. pneumoniae 19G+
IgA F1 C. pneumoniae DNA 5 v 111795 A B 4 (X AH
KPEE, FGUEIERY], C. pneumoniae PWTRES S T
As KA FERI 2 AN FATH,

TR P B As T R I S 22,
FERIL, C. pneumoniae W] A2 13 Y 41 MU (1) T 1,
HAHLHY C. pneumoniae T W ELWE A0 ML — B R
I 4 & & ¥ iz /K Al (ATP-binding membrane
cassette transporter A1, ABCA1)f <M. ABCAL &
A 20 LT P 3 £ PR O BB B, By e P i AR
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(high density lipoprotein, HDL) ) JE & A1 fH [#] % i3
] ¥% 12 (reverse cholesterol transport, RCT) %5 1) #H
KO ABCAL I 41E M Ll fe 52 3] 2 M X 3R 1 1 425
JHF X 524K « (liver X receptor o, LXRa) & ABCAL
1) b, 1R T ABCAL S5 5EXE N JE )+
b LXR Jx N gt f4 (liver X receptors response
element, LXRE), H # I 1] ABCAL & Jk [A [ &
ik, sk eI BEANART. SR, C. pneumoniae
REFT IS LXRa-ABCAL i 1% K A E ik 41 fifa i Jot
BERUAER, HArMAEE. B, AW s
C. pneumoniae X EUIE 4 I I 5 25 AR JIH [3] 155 3t H3
s, It #IT LXRa-ABCAL & 2 7 ik
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FERIVER, I C. pneumoniae 12 As R4 IR it
B BB BLHIR It S a6 A

1 MR57E

1.1 ##

THP-1 41 Jfa )ty 1 [ERF7 B Bl AE A 5 4
J 2B 2 T S A R s 8- VR - A BRI Y
(8-bromo-cAMP, 8-Br-cAMP) i 4 Sigma 2t ] ;
T0901317 %y H Cayman A &) ; RNAiso plus 4 H
TaKaRa 7~ @] ; Reverse Transcription System
(ReverAid™ First Strand cDNA Synthesis Kit) 4 H
Promega A w5 %8 A2 UK ) & W 5 Pierce 2
Al; ABCAL Al LXRa % HT AN —#H1 B Novus &
Al B-actin BUPT A —HURIBIO I 4040 A i A i 1
FPR POy e L A E] s B IR
(Western blot) % St A & 751 & 0 B b 5t i A2 8 07
UNEI
1.2 7%
1.2.1 THP-1 HiZ 40 fu 5535

F 5 10% it 4 137 ) RPMI-1640 }5 3529, 1E
37°C . 5% CO, B Afi rh i B 55 7% THP-1 FAZ 41 i
PR, BEFRIP N A F O 4E A 3 75 1.0x10° U/L.
FFRSLH AT 160 nmol/L Bk s (PMA)I & 12 h,
753 THP-1 40 o 70 A e B4 i, #5712 50 mo/L
ff) ox-LDL JGIfL i 85 7R 5E 0 % 48 h, Al H A& WR IR it
T 15 I i 0 I P Y A 4
1.2.2 AREJENRE AR BT S e

A BN ML e [E A S T O s, 2 B SCHR[8]
()77 A3 FE IR & 1 (LDL). il 4 1) LDL £
P 200 wmol/L & — %P4 £, 1% (EDTA) ] PBS %
HiEHT 36 h, 7800 £k EDTA, #5410 pwmol/L
CuSO, 1] PBS # i, 37Ci#EAT 20 h, #ATHME
. M BCA VAT HR I FUE &, AT A B
MEEE, HLIERRR, 4T RAFEH].
1.2.3 C. pneumoniae 557 S &4 THP-1 EIE4H i

C. pneumoniae J5Fk AR-39 (ATCC) FHf T3
Hep-2 40 JL (0 B FR AN, 4% JEOK P 80 v Ik
Hep-2 41 iu®. HAAJ73k4nF: 25°C . 2 000 r/min
B0 1 h, J37C . 5% CO, =M 55 9% Lh. )
FREEFEML, W) C. pneumoniae EAEGTEW,
5 37°C . 5% CO, ¥ FR A h 4k 2L 55 9%, K% 24 h
SRR C. pneumoniae ERKKGFEW, FFEihE IR

72h. ARSI NTC B B0, fE-80C . 37T
E VRS Wh, B AEE, 4T, 2500 r/min &
> 30 min, FEANMEEE A, E3E B IF AR E-80C
#%H. K AR-39 (50 pl) BT YL Hep-2 40, Kid%
720G, ATHRIG - HWEE e, R EE B
T AR ORI % N G = P N R T NS | 5 A VA
(inclusion forming units, IFU) % 7~ . & 4% K,
THP-1 5 40 My PR v oK 40 & T 24 ALB N,
AN EER C. pneumoniae (IFU 1x10°%, 5x105,
1x10%, 35°C, 5% CO, X}:i3: 48 h. FEubszihrh,
THP-1 E Wi 40 5 Ve vk 40 i e ABCAL B3 71
8-Br-cAMP(0.5 mmol/L) 5% LXR ¥#2)7] T090131710
(10 wmol/L) X5 7% 24 h J5, fF A C. pneumoniae
(1x10° IFU) 4 7% 48 h.

1.2.4 0B B 1%

ZIESCHR[L0] 715, Fral AL BRSE RS, Fihs
IR, PBS Pt 3, AR 200 pl, KK
ViRl 3 IREEAN L, BCAEEREA)E, 7.2%
=& OMRYCTEE T, 3000 r/min 2.0 10 min, B E
T IEAT R [ A0, A B Wk P A B 200 wl |
T N 8.9 mol/L S AL #IA W 200 wl, 7K Al
JOE 5 e i A 40 pAg T RS A . A 20
W5 AR AT, FHIE S bR TE K Ll S
1.5 mol/L 1] = 54k 4% AT S A AT A2 O L
100 wl ZJf - S EE (80 & 20) s fi At i, EFET
EROR M. SR C-18 A, AR 4°C, Wk
1 mi/min, 250 nm 24N GG I, JIH [ AU (R &
B, ARHE, DA b 4 S A eI ] T R
N, B mgegt.

1.2.5  JH [ SE 5

JOE ] P S I 2 R SCR (1] ) i AT . B
7% THP-1 40l ffd, 556 17 160 nmol/L s 1 5 i
H THP-1 4 24 h, AFH %3 0 A0 s i 4 g .
2 40 WL AE 0B B R SR ox-LDL B, [RESn
7400 Ba/mI[PH]AH [ B 50 & 40 e 48 h. A PBS it
A, 29/l 41vE A, i 10 mg/l
apoA- [ M A 4N M 12 h J5, FH IR BOEA IR 7%
VORI THP-1 40 i P Fr [PH]FE T . R ] e 37t 2R
BE M cpm BREASL epm($5 5% cpm+41 i cpm),
L. 100% K £ K.

1.2.6 Wi SR IRG T EE Y
FARFI . AN ABCAL 514)751: L
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W 5 GGT TTG GAG ATG GT T ATA CAA TAG
TTG T 3, TFif 5 CCC GGA AAC GCA AGT
CC3; AN LXRa 5l#F%): L5 AGC GTC
CAC TCA GAG CAA GT 3, Filf 5 GGG GAC
AGA ACA GTC ATT CG 3’; A B-actin 5|44
Ji# 5 TCA CCA TCT TCC AGG AGC GAG 3/,
R 5 TGT CGC TGT TGA AGT CAG AG 3'. %
1l Roche Light Cycler Run 5.32 % 5 3% )it 5 4
TR, 25 Ja AT W 2. v th 800 #r
ARG, HINFER RIS &R 22 H
1.2.7  E R DA I

ZROCER[11] D7 REUER A R, A&
5 5xSDS L FEZE phii A 10% B ik 4 FE, 100°C
# 10 min, 10% SDS-PAGE Jri Hi % # % PVDF Jii
. 5% R B E w4 h, 2l in N ABCAL
(1:500). LXRa (1: 500)F1 B-actin (1 : 2 000)—#t
I H 4~8h, TBST ¥t 30 min, 4F 10 min #ui 1
K. I 1 1000 BAR A AL I BEAR L I — P, =
R 2 h, TBST P 30 min, 4 10 min #ii 1
K. H Western blot %¢ A MR & 2 s T X 6
. g5 R Labwork %R 1% 2 BT 5 406} e Fr 3t
ITHERE, W ENEOS NS E AN KB,
DA W EL AR H 8 1 3R I8 AR 4.
1.2.8 il

SIS P A EHE R B AR HE 22 (¢ + 5) RO
F SPSS 12.0 HEAT S TH AL, PYRE A EL LA K
o K5, AL R 2585 L 3R FH S D8 22 T 22 4y
Hr, LA P<0.05 ) 2 5 1 w25 1

2 IGZER

2.1 C. pneumoniae 333+ E MEZMBEAS FREFRFARE
(& B2 7% H B 22 0

THP-1 WG4 N5k v iR i R 28 AN TR (1
105, 5x10°% 1x10° IFU)I] C. pneumoniae /& %% )5
Tt SOV €0 T VA D A B N S IEL R B (TC)
2 L B (FC) AT [ 195 B (CE) & A2 fb. Wik 1
Ji7, At 5x10° IFU 1) C. pneumoniae /&4 4 f 4L,
TC M CE M& BB THis /£ 1x10° IFU JK G4,
AN TC. FC AN CE [ BIWI T w44
7Ny C. pneumoniae & ] R JE THP-1 [5 W5 48 i J5
PEIARAN IR B A k2 PR o O A
2 B HE ] U I O, B 5x10° IFU AT 1x10°
IFU C. preumoniae 133420 )1 & B3 H B 0 TR (B 2).

Table 1 The effect of different concentrations of
C. pneumoniae infection on the cholesterol and

cholesterol ester concentration in foam cells

IFU
- 1x10° 5x10° 1x10°
TC/mgeg?) 49319  512+41  576+35*  615:28*
FC/mge-g?) 198+22  204+16  214:24  231+17*
CE/(mgeg?) 29518 308425  362:31*  38415*
CE/TC 0.598 0.602 0.628 0.624

TC: Total cholesterol, FC: Free cholesterol, CE: Cholesterol ester.
*P < 0.05, compared with control group; n=3.
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Fig. 1 Effect of different concentrations of C. pneumoniae
infection on cholesterol efflux in THP-1
macrophage-derived foam cells
THP-1 macrophage-derived foam cells were cultured in medium with
different concentrations of viable C. pneumoniae (1x10°, 5x10° 1x10°
IFU) for 48 h. Cellular cholesterol efflux was analyzed by liquid
scintillation counting assays as described in Materials and methods.
The data are represented as the x + s. n=3 in each group. *P < 0.05 vs the

control group.

2.2 C. pneumoniae 7% 3= %t E I 40 ff2 ABCA1 #0
LXRa FRiZ RS

THP-1 [ 40 Jia 5 1 VA 4 M 22 AN (R B2 1) .
pneumoniae EHLJ5, 73 PR ELA0 L RNA LR
1, % Real-time PCR A1 Western blotting £l 41 /ity
W) mRNA R H FERIA IGO0, 45 R, 4
ABCA1(K 2)F1 LXRa (Kl 3) ) mRNA Fl45 71 i 1)
FIEWPE T, #R C. pneumoniae &G B W41
JH I 5 EE RRORTa D JIE [ e i, 7T BES ) LXRe -
ABCAL I&124 K.
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Fig. 2 Effect of different concentrations of C. pneumoniae infection on ABCA1 expression

in THP-1 macrophage-derived foam cells

THP-1 macrophage-derived foam cells were cultured in medium with different concentrations of viable C. pneumoniae(1x10° 5x10° 1x10° IFU) for 48 h.

The levels of ABCAL1 mRNA (a) and protein (b) were measured by Real-time PCR and Western blotting assays, respectively. The data are represented

as the x + s. n=3 in each group. *P < 0.05 ps the control group.
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Fig. 3 Effect of different concentrations of C. pneumoniae infection on LXRa expression

in THP-1 macrophage-derived foam cells

THP-1 macrophage-derived foam cells were cultured in medium with different concentrations of viable C. pneumoniae (1x10° 5x10°% 1x10° IFU) for

48 h. The levels of LXRa mRNA (a) and protein (b) were measured by Real-time PCR and Western blotting assays, respectively. The data are

represented as the x + 5. n=3 in each group. *P < 0.05 ys the control group.

2.3 ABCAL 7£ C. pneumoniae ™ 3% E I 20 i
REE R HANAR R E R P BIER

AT % T ABCAL 3l /1] 8-Br-cAMP *f
ABCAL mRNA EIX ], S50 BL, L
C. pneumoniae G L, C. pneumoniae Yt +
8-Br-cAMP ZH 1] Il THP-1 5 Wik 4 Jif I8 ' v oK 4 il
ABCAL FiEWH BT (K 4a), iZ4UIHFE R H 8
WIS 3N (& 4b). 534h, HEMIN C. pneumoniae
JE YA LB, 8-Br-cAMP 1] Wty /b 41 i iy TC
M CE & (K2, #2x ABCALAREZ 5 T

C. pneumoniae TGN FUGGE 41 i JJH [ B2 70 H A0S 5
BRI,
24 LXRa 7E C. pneumoniae 7% 5 1 | B Ik 48 A
ABCA1 FikHhr91ER

WKl 5 s, SXMANE, C pneumoniae
YL BN i ABCAL LIA W] kb, 5 B
I C. pneumoniae LA LLES, C. pneumoniae JE G+
LXR #sh7f T0901317 41 ABCAL mRNA Rl [ Jit
IR IE KI5 W, 278 LXRa AT HES 5 T
C. pneumoniae JEGN EEAN i ABCAL ik R4l
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Fig. 4 ABCALI involved in the regulation of C. pneumoniae infection on cholesterol efflux
in THP-1 macrophage-derived foam cells
THP-1 macrophage-derived foam cells were pretreated with or without ABCAL agonist 8-Br-cAMP (cCAMP, 0.5 mmol/L) for 24 h, followed by
incubation with viable C. pneumoniae for 48 h. (a) The levels of ABCAL mRNA were measured by Real-time PCR. (b) Cellular cholesterol efflux
was analyzed by liquid scintillation counting assays as described in Materials and Methods. The data are represented as the x + s. n=3 in each group.
*P < 0.05 s the C. pneumoniae group.

Table 2 ABCA1 and LXR« involved in the regulation of C. pneumoniae infection

on the cholesterol and cholesterol ester concentration in foam cells

- C. pneumoniae CAMP C. pneumoniae+CAMP TO C. pneumoniae+T0
TC/(mg+g?) 508+32 623+38 442+33 524+34* 417+24 548+21*
FC/(mg+g™) 196+15 233411 185+12 194423 194417 223+14
CE/(mg-g™) 312+24 390+25 257+18 319+15* 231431 325+22*
CE/TC 0.614 0.626 0.581 0.608 0.554 0.593

TC: Total cholesterol, FC: Free cholesterol, CE: Cholesterol ester. *P < 0.05, compared with C. preumoniae group; n=3.
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Fig. 5 LXRa involved in the regulation of C. pneumoniae infection on ABCA1 expression
in THP-1 macrophage-derived foam cells
THP-1 macrophage-derived foam cells were pretreated with or without LXR agonist T0901317 (T0, 10 pmol/L) for 24 h, followed by incubation with
viable C. pneumoniae for 48 h. The levels of ABCA1 mRNA (a) and protein (b) were measured by Real-time PCR and Western blotting assays,
respectively. The data are represented as the x + s. n=3 in each group. *P < 0.05 vs the C. pneumoniae group.

2.5 LXRa 7 C. pneumoniae &3 81% B 1% ¢ i ¥ (K 6), [FIN, 40Mdy TC F1 CE &&= T
BB EEE R H AR RE TR AP RIER > (% 2), 78 LXRa ATREZ 5 T C. pneumoniae
5 B jJD C. pneumoniae & J& 41 L 1, TR St g 4 i L 3 Pt o R T B AR T 42

C. pneumoniae %%+ T0901317 £H JIH [l B i H B 2
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F5 v %5 B G AR 1 (HDL) {2 Bk 41 J5) 4 23 40 i JIE ] e
40r Vit HAZRIE, AR E A E R ST
%’&\;30_ BRua, Dt RCT )T 2 RF 40 i Py A [ pe ) 25
| BATRIEMW AN, AR h, ROV,
:% - * C. pneumoniae & H ] 6] THP-1 Wk 40 i Y5 14 i
22 1| l AR B RS WA B ) RCT, AT
0 - A 40 0 A L o R . FRATTIR) S 2 S

Control C. pneumoniae ~ TO  C. pneumoniae+T0

Fig. 6 LXRa involved in the regulation of C. pneumoniae
infection on cholesterol efflux in THP-1
macrophage-derived foam cells
THP-1 macrophage-derived foam cells were pretreated with or without
LXR agonist T0901317(T0, 10 wmol/L) for 24 h, followed by incubation
with viable C. pneumoniae for 48 h. Cellular cholesterol efflux was
analyzed by liquid scintillation counting assays as described in
Materials and Methods. The data are represented as the x + s. n=3 in

each group. *P < 0.05 vs the C. pneumoniae group.

3 i it

TR A B PRI SR U T 4 Sy W 4 s M- UL
A0 PR, FE B A e A A e A T
As HUUL B AR R SR )y, AT
By ok BE (1 4% %5 % IR &2 11 (low-density lipoprotein,
LDL)# &4t , [RIINy, 40 b LDL =24k DR
2 BN, e T TR N T I 52 R O 5 LAt
G, TR 52 A R 2 AN 52 41 i Ay L] s A S~ P 40
i, AEAF AR T A0 A R A AN, HET TR AR Al
JOEA, - ERLH A S G 40 MO ASE R PRy kB b, AT T
LDL 1l C. pneumoniae &3k 5 VLA 4H B ¥ T2 B
TR, A R R A A B IR R
(oxidized low density lipoprotein, ox-LDL) Ak P il £
E g s v R 20 B, SRS AR A b, TSR
C. pneumoniae TG4 2 15 G 1E — A2 i 5 40 B (1 JIg ot
B LA RUESE, €. pneumoniae e —
AN TC. FC M CE & i, {f41 e fig it
BRI, Ji4h, 1k E MR R M A e A A
SEE AN IR, BT IR T SR 3 EE SR bR,
P51 24 ox-LDL H3# RE W 2 7 40 i 9 1) ABCAL Al
LXRa &iE, HAT X C. pneumoniae &4 )5 Fa b
A R

JIE ] 5 396 ) %% 12 (reverse cholesterol transport,
RCT) & MUK IH [ B B 1) 28k i, F 20 B4

SPAFERAYE R A RS B A 2 R — 3

H AT AR, A AN e AR AE B 41 g
JOE ] P b e AR DG BEAE T, AT 23 il ABCALL
—BERRIR T 45 A &A1 /& G1 (ATP-binding cassette
transporter G1, ABCGL1) 1 B 2 [ ¥ i K 52 1k
(scavenger receptor class B type [ , SR-B ). %}
BRI A R B, kg R, R R TR
(P4 70 2 i ABCAL /- S (189, Ak, FRATTE
MMEET C. pneumoniae & H X ABCAL K15 1) 5%
W, SEEEE R K IL, C. pneumoniae AT A R %
R EEL i ABCAL mRNA FIE (1B IRIA . Tl
Ffl ABCAL 11335 8-Br-cAMP Ji5, C. pneumoniae
YT T B ABCAL BEAG  IE [ 537 H T B
Jlg o0& B B ek, W] ABCAL 25 T
C. pneumoniae TGN AN it & R 7E .

LXRa #& ABCAL. ABCGL DL HiHR & fifr)
REEME, R0 LXR s, W 70901317 Ay il
Bl As dERE, L nl gl As Wi, HAEA/EH
ETHERE T ABCAL 413 (136 IR 48 i fH [ e 1 e,
B E R K, C. pneumoniae T3 G4t 2 B AIK
LXRa [F) &K, Tk — 2 H LXRa 380 711
T0901317 W fie A 2% %% C. pneumoniae &G4 F 3L
(1) ABCAL F#AI% NH[EBEG R H T FEA R BUE R, Ut
B LXRa 7£ C. pneumoniae & 5 W 40 iU 5 51 % A
ARERIEEEAEM. R4, S C. pneumoniae
I As BEHAL, & I B ] LXRa ik T
W, FIERATTAE AR S 1) S 30 45 SR — S,

Az, E RS T LXRa K LR I
ABCAL 7t C. pneumoniae &G AE WG4 i 5 & X
HIER, S5 SRAIESE T C. pneumoniae & ] 8 ik
] LXRa-ABCAL A%, 33k 1y 400 of JEL 1] 7 7 o1
AR a2k 40 T ot 35 AR A DR 2 i S A 9T R B,
C. pneumoniae JEYLET] L Toll F£5244 2 (toll-like
receptor 2, TLR2)- # Al «B (nuclear factor-kB,
NF-kB) & A4 i 540 g ABCAL 1A S IH [ R (1)
TR X SRR AR AR SN AR T R
B, XPISRIRHNE SIEF VIR, NF-«B 24l
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A RNE B 3 vp LR SR T, T LXRa
PRI BA PR /AZW[ZOI- FLOR, FATI 256 45 JAIE
S C. pneumoniae & G GEAL I NF-kB % 44 1M1 41 i
LXRa ik, 71 NF-KB 5 LXRa AJ BEAFTEAH
VER: defa, AN Sege R FAE T NF-kB 5
1S 11 (T AV W~ S L (- AL S
(pyrrolidinedithiocarbamate, PDTC) I i} apoE™ /)
Bl NF-kB 31k, 7T 3% 5 im LXRa 3R IL 7K
P S AE TR As BEHRA & 2.

bR T BRPIR AR b, BTSRRI c-dun
F AR U I (c-Jun N-terminal kinase, JINK)- & %61t
) I R 64 L 0 3 52 4K y (peroxisome proliferator-
activated receptor gamma, PPARy)-ABCAl. ABCGl
& 12 ML K PPARvy- fH [H BE Bt & # B B 1
(cholesterol acyltransferase 1, ACAT1)P%Ei& 143 n]
1t C. pneumoniae %G A FL IR 41 M JIg 5t & FA rh R 45
ERL. REEAHIRARZ A TR N AERIECR, B
F IR i R N R T, B, IE
ity LA PSRRI IE. Bz, AT
HE T B C. pneumoniae & FL AR 1 B Wi 41 i g ot
BRI LA As i RIMER], AT BT As
Biva SR BERT AT SR R B IR AR 4

2 % X W
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Chlamydia pneumoniae Promotes Macrophage Lipid Accumulation Through
Inhibition of Liver X Receptor alpha-ABCA1 Pathway"

ZHAO Guo-Jun?, YU Si-Yang?, LIU Yang?, TANG Ye-Hua®, ZENG Zhi-Ying?,
SHI Xiao-Qiao?, CHEN Ying?, ZENG Gao-Feng?”, WANG Yan?"~
() Department of Histology and Embryology, Guilin Medical University, Guilin 541004, China;
2 The Second Affiliated Hospital of University of South China, Hengyang 421001, China;
9 The Central Hospital of Hengyang, Hengyang 421001, China)

Abstract In order to investigate the roles and mechanisms of liver X receptor alpha (LXRa)-ATP binding
cassette transporter Al (ABCAL) pathway in Chlamydia pneumoniae (C. pneumoniae) infection induced
macrophage lipid accumulation. THP-1 macrophage derived foam cells were used as the cell model. Cellular
cholesterol was determined by high performance liquid chromatography analysis. Cholesterol efflux was
determined by liquid scintillator. ABCA1 and LXRa mRNA expression was detected by RT-PCR and protein
expression was detected by Western blot. Furthermore, we pretreated the cells with LXRa specific agonist
T0901317, and then observed the changes of indexes mentioned above. The result showed that C. pneumoniae
infection could increase the content of total cholesterol, free cholesterol and cholesterol ester, inhibit the efflux of
cholesterol from cells, and reduce the expression of ABCA1l and LXRa. The suppression of C. pneumoniae
infection on ABCA1 expression was significantly attenuated after the use of ABCAL agonist 8-Br-cAMP or LXR
agonist T0901317, correspondingly, cholesterol efflux was promoted and the content of intracellular cholesterol
was elevated. These results suggested that the mechanism of C. pneumoniae infection promoting lipid
accumulation in macrophages and suppresses cholesterol efflux may be related to LXRa-ABCAL pathway.

Key words Chlamydia pneumoniae, liver X receptor alpha, ATP binding cassette transporter Al, cholesterol
efflux, lipid accumulation
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