25 R135.2 FRALAS: 10081

U D G % oJF

B ¥ 42 # X
PPARY-LXR-ABCAL1 15 518 B X} 1 fif
[ Wk 2 P Y R A AR FH B 52

WICIER: R

SRR A ERYA
SR AT SHEE Y
SRR BEEH

WSHT xR HE

L EdeE TR
2020 £ 6 A



Study of PPARY-LXR-ABCALI1 Signaling
Pathway on Foaming of Silicosis

Macrophages

Dissertation Submitted to
North China University of Science and Technology
in partial fulfillment of the requirement
for the degree of
Master of Medicine
by
Xu Qiumin

(Public Health and Preventive Medicine)

Supervisor:  ProfessorLiuHeliang

June, 2020



HEFIR https://www. cnki. net



wm =

HE T PPARy-LXR-ABCA1 7EIf 5 SiO, 175 S0 U937 ik b o A1E F e
B

HiE BB, e TR EAE KM AR EHSURE N (U937 4D , ff
Fi 100 ng/mL )5 7RI 2R (PMA) 45 48 /NS0 U937 YR
EWRAf, Stignh 5 AN SAXBA, MRAHETEMPALIE; 25 pg/mL
SiO, H, %457 25 pg/mL SiO, HIEFRIE T AR E A 25 pg/mL [ SiO, #5745 50
ng/mL SiOy 4, 4T 50 pg/mL SiO, AR FR & &K E N 50 ng/mL [¥] SiO, £ 5%
. 100 pg/mL SiO, 2H, 45F 100 pg/mL SiO, AR FRFEEZIKE N 100 pg/mL
[1) Si0, K5 #7385 200 pg/mL SiO 2H, 25T 200 pg/mL SiO, 41 5 & LR E A
200 pg/mL [F] SiO, ¥iFedk, £59% 24, 48 /NG, @I A (A 5T BN AR I 4 g
LXR. ABCAl FiEMIIEHL. 5B B, g B AR uess, 48 4 4
LI A RANS TALM IR, Si0, 44 TLIREN 50 mg/L 1 SiO, &
Wi, ox-LDL #1454 E N 50 mg/L i ox-LDL &, 50 mg/L SiO, Al ox-LDL
VR B 25 T 9K 50 mg/L 1 SiO, Al ox-LDL [VREWE, 537 48 h 5, W4
O Y e300 L ] 270 S 0 45 Ml v e 4 o I I 5 AU s 8 10 o oy A 4
Ht LXR. ABCAl FRIETHI. 5 =FrBescls, SR [FAE 75 8 S i A 41 i s
A, FAERPUER T LXR. ABCAL KFRIE, BWAZARNN A (NC 4D ,
SILXR ZH(JTEX LXR), [AMEXTIEZH (NC+50 mg/L SiO, Al ox-LDL HIVRERD
SiLXR 32464 (SiLXR+NC+50 mg/L SiO, 1 ox-LDL FJ¥E&#) » %+ ABCAL [F
FEV L NIX TUAN T AL (NC 41) . SIABCA1 ZH(UTER ABCA1). BH 1 e 40
(NC+50 mg/L SiO; fil ox-LDL FJVE&M) « SIABCAI 52520 (SIABCAI+NC+50
mg/L SiO, 1 ox-LDL [VRERD , #57% 48 h, KA M Bef se il 7y vk A il
LXR. ABCA1 FIEAN IR MIGIL . B VYR Bescss, RABEh A7,
LXR 3Rk, &R uxt A (DMSO 41) , T0901317 4 CEsh4) , HAA
(DMSO+50 mg/L SiO, #l ox-LDL [FJiR&R) , L (T0901317+50 mg/L SiO,
A1 ox-LDL [IVREWD » FEANLREIE 48 ho Al 555 — B BOM F] ARSI 5 9230 5241
H AR A 1 00 LR LXR. ABCAL [ IETH I .

R EAHSSRER: SBAE, Si0, FEKEN 50 pg/mL HflH
48h Ff, LXR. ABCAI MFRIEEE (P<0.01) . 2 M4 O s RER, 5%5H



XTHERZHAHEE, 50 mg/L SiO, 1 ox-LDL VR 2R AHEAKFE R R ZE . 3 5 AX AL
5, ox-LDL XJHEZH. 50 mg/L SiO, Ml ox-LDL JEBRANMN TC. FC Fik/KF
BFhwm (P<0.01) , H CE HLE#EH (P<0.01) . 4 EE4ME LXR V25, 5
NC A, g LXR RIEEE (P<0.01) ; LA (SILXR+NC+50 mg/L
SiO, A ox-LDL JR&R) M, SHHHEXTEA (NC+50 mg/L SiO; # ox-
LDL JEEW) ML, sLiGHgi iy TC. FC RIAKF¥TFE (P<0.01) H CE b
HIEM (P<0.01) . BN ABCAL YiBK)E, 5 NC AL, 4 ABCAL ¥
FIERIL (P<0.01) ; 2G4 (SIABCAI+NC+50 mg/L SiO, F1 ox-LDL V&£ %)
JlETe B S, SR MERIEAL (NC+50 mg/L SiO, A1 ox-LDL VRS #HLL, s
KHMMBAN TC. FC Fik/KFHTFE (P<0.01) H CE ELEHIN (P<0.01) . 5
Bz LXR 5, S5XTH4A (DMSO 4D fHEL, 4ifiy LXR RKEHIEEm (P<
0.01) , M4 O BetosE R EIR, SLIH (T0901317+50 mg/L SiO, fil ox-LDL R &
B ARG R D, SEAEME, SEIRAMEN TC. FC RIAKFH
F#E (P<<0.01) H CE ELERE/> (P<0.01)
41’ 1 LXR. ABCAI 7E E MR i@ A FE (1 Rk R AR AR AL

2 LXR. ABCAl 5 E Wiy b i 72 B ¥ — & e

3 PPARY-LXR-ABCA1 25 4545 i B 0 240 f v Kk AL

2018 # 1990 & 130 k5o
FBE . VRN, LXR: ABCAL; Jgmiftis
SHHKE: RI1352

- 11 -



Abstract

Objective To investigate the role and mechanism of PPARy-LXR-ABCAI in the
foaming of U937 cells induced by free SiO,.

Methods In the first phase of the experiment, human lymphoid histoma cells (U937 cells)
in the logarithmic growth phase were induced to differentiate into U937-derived
macrophages using 100 ng/ml phorbol myristate (PMA) over 48 hours. The experiment
was divided into 5 groups: blank control group, without any treatment of the cells; 25pug/ml
Si0, group, the medium of 25 pg/ml SiO; group was given SiO, medium with a final
concentration of 25 pg/ml; 50 pg/ml SiO, group,Give 50 pug/ml SiO, group medium
containing SiO, medium with a final concentration of 50 pg/ml; 100 pg/ml SiO, group,
give 100 pg/ml SiO; group medium containing SiO, medium with a final concentration of
100 pg/ml; 200 pg/ml SiO, group, the medium of 200 pg/ml SiO, group contains SiO,
medium with a final concentration of 200 pg/ml. After 24 and 48 hours of culture, the
expression of LXR and ABCAI in the cells was detected by Western blotting. In the
second stage of the experiment, a cell foam model was established and divided into 4
experimental groups: the blank control group was not given any treatment, the SiO, group
was given a final concentration of 50 mg/L SiO, suspension, and the ox-LDL group was
given a final concentration of 50 mg/L of ox-LDL suspension, 50 mg/L of SiO; and ox-
LDL suspension group was given a final concentration of 50 mg/L of SiO, and ox-LDL
suspension, after 48 h of culture, oil red O Staining method and cholesterol kit were used
to observe the lipid accumulation of alveolar macrophages. Western blot was used to detect
the expression of LXR and ABCALI in the cells. In the third stage of the experiment, the
same method was used to establish a foam cell model. LXR and ABCA1 were
underexpressed by gene silencing. The groups were set as control group (NC group),
SiLXR group (silent LXR), and negative control group (NC+50 mg/L SiO, and ox-LDL
suspension), SiLXR experimental group (SiLXR+NC+50 mg/L SiO, and ox-LDL
suspension), ABCA1 was also set up as a control group for these four groups ( NC group),
SiABCAL group (silent ABCAL1), negative control group (NC+50 mg/L SiO, and ox-LDL
suspension), SIABCA1 experimental group (SIABCA1+NC+50 mg/L SiO, and ox-LDL)
(Suspension), cultured for 48 hours, and the second-stage experimental method was used to
detect the changes in LXR and ABCAL1 expression and foaming. In the fourth stage of the
experiment, the agonist method was used to overexpress LXR. The control groups (DMSO
group), T0901317 group (agonal group), and model group (DMSO+50 mg/L SiO, and ox-
LDL mixed Suspension), experimental group (T0901317+50 mg/L SiO, and ox-LDL
suspension), each group was cultured for 48h. The same detection method as in the second
stage was used to observe the cellular foaming and the expression of LXR and ABCAL.
Results 1 Western blot results showed that compared with the control group, the
expressions of LXR and ABCA1 were highest when the concentration of SiO, was 50
pug/ml and stimulated for 48 hours (P<0.01). 2 The result of oil red O staining showed that
compared with the blank control group, the foaming of the 50 mg/L SiO, and ox-LDL
suspension groups became more significant. 3 Compared with the blank control group, the
levels of TC and FC in cells in the ox-LDL control group and the 50 mg/L SiO, and ox-
LDL suspension group increased (P<0.01), and the proportion of CE increased (P<0.01).
0.01). 4 After LXR silencing of macrophages, compared with the NC group, the expression
of LXR in the cells was reduced (P <0.01); in the experimental group (SiLXR+NC+50 mg
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/ L SiO; and ox-LDL suspension), lipid droplets were obvious Compared with the negative
control group (NC+50 mg/L SiO, and ox-LDL suspension), the levels of TC and FC
expression in the experimental group increased (P<0.01) and the proportion of CE
increased (P<0.01). After ABCAL silencing of macrophages, compared with the NC group,
ABCAL1 expression in the cells decreased (P<0.01); in the experimental group (SIABCAI
+NC+50 mg/L SiO, and ox-LDL suspension), lipid droplets significantly increased
Compared with the negative control group (NC + 50 mg / L SiO, and ox-LDL suspension),
the levels of TC and FC expression in the experimental group increased (P<0.01) and the
proportion of CE increased (P<0.01). ). 5 After LXR activation, compared with the control
group (DMSO group), the expression of LXR in the cells was significantly increased (P
<0.01). Oil Red O results showed that the experimental group (T0901317+50 mg/L SiO,
and ox-LDL suspension Liquid) cell orange lipid droplets were significantly reduced;
compared with the model group, the levels of TC and FC expression in the cells of the
experimental group were reduced (P<0.01) and the proportion of CE was reduced (P
<0.01).

Conclusions 1 The expression of LXR and ABCA1 during the foaming process of
macrophages changes. 2 LXR and ABCAI participate in the foaming process of
macrophages and play a certain role. 3 PPARy-LXR-ABCALI is involved in the regulation
of silicosis macrophage foaming.

Figure 20; Table 19; Reference 130
Keywords: Foam cells; LXR; ABCAT; fat metabolisim
Chinese books catalog: R135.2
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U937 Human lymphoma cells Nk ZH 20 4 i
FBS Fetal calf serum Jia 2 i
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Ox-LDL Oxidized low density lipoprotein AMREERREEA
T0901317 Liver X receptor (LXR) agonist X S2AR BN
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LipofectamineTM2000 LipofectamineTM 2000 g )i f& Lipofectamine TM2000
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GAPDH S;g;gﬁi?:gs‘l“ -phosphate - 3- BRI
RIPA Radio-Immunoprecipitation Assay T S DTE S
AP Ammonium persulfate ot R %
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SDS Dodecyl sulfate sodium salt R AR R A
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El

W i AR s F) — A, L AR I EZE LS R LT A Oy &, 2 i TR Al 2
TR A EE (Si02) RSl R A S EE . T AR B A R T A
HATIm R B s blia @orik. SIHFTNIE, 0EAA R ILAT DAE 22 8l — 44k
T (S10,)3& B 451477 I 2454, 3 A 1 PR L B ik Ze AN A T F 1) 245 ) Jy T AR R
i, BRI B vE s B gt R, SRR N2 UK AR FERY il R R L
il T PHWr B 228 il R I HERE, B+ R R SN A A .

P 5 A% 20 2 A T R R R 4 i A kK R A A A1 %85 2 IR B 1 (Oxidized low
density lipoprotein, ox-LDL), ¥/l /5 R IR, X —Id MRy BB
TR, e A i TRl B A 3 L 7 A B9 R 4T M A il ) 9 DA R £ AL 2
Py EE AP AR, RN R TR AR S TE T, M
T3 Y 2 4 s R g T AR il () R A R R R, YL T AR A TR B LA B SR o
AEIERER.

PPARY-LXR-ABCA1 {5 5B AR T — il [ B AN i 7 R0, st el /b
N Z RERT AR R, ARG AR TR Il RERERE TR ST AN i ) A L A
HEME . I X 324K (Liver X receptor, LXR) & X JH [l B AU 4% 52 481 HAE
R 4 o A ] B AS A R R R B E I . AT RFAUR WIS LXR Al B R i kAl
i 5 & RO ERR S RERE AL BT, LXR AT DL B SRR AR S & S iis
f& A1 (ATP-binding cassette transporter Al, ABCA1) FRIA, s AH [l B ) HE
g, AR RP, R LXR ik, MHEEHE S 2B AR T Sk R
AL B JE R o LXRSF 1~ 200 i P I [ T (10 1 928 3 2 o 38 0k JFL T i 10 4 6 A1 ol <2
ff), HELER S ABCAL L& ABCG1, LXR i#id i ABCA1 P 1Fis (L fd
AR e A, Rt AR 3 s . A R R BN I £ (¥ A ox-LDL AR
2 JIEL ] 1T O TR IR A B, VLR A PRLLE S B Kk P I R AR R B K s R R AL
ARUR R o E s MRS K AT SR Py B RELE B IS AT, 7R AT
W TEREIREE . IR 2R BEEER DL IR R 4E A4 30X — S R AR Dy H [ e 1
[EIE, N R S B 1 DS T AL, ABCAL 1 ABCG s ubid fE
POCEEMA L. ABCAL 8L ABCG1 1 5 WG4 A A 2R 34 2 (i i3 J1H [ 2 47y e 92>
TR R HE R R, B ABCAL BIZRIE AT LD AR AH IR B AR 2R, A
T P R 50 0 3 50 Bk s R Ak e R 70, ST LXR RIAFR ABCAL 1)
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Fak, HAN A P AE R 2 B, B E AR R B AR AR B, RSk
SEFEREAL SR AR AL, GBI GE PPARY-LXR-ABCAL {5538, wf DL/ Atk
AN AT BRI J G — SR Tt R B A8 B AT DA R R AR TR,
BATHED PPARy-LXR-ABCA1 ] figid it ?;ﬂﬁﬂﬂi/éliﬂﬁéﬂflﬂ@/@ﬂk%%% 551 i
WIUR R . A SCLAFES Si0, 51 U937 4 NsLietkl, LUdE A2
WNTINE, Rt PPARY-LXR-ABCAL fEi# 5 Si0, iS5/ U937 éﬂﬂ@i@i}kﬁcqﬂﬁﬁ
VR B, DA 330 Y6 oA 40 6 T2 RS P OGSV E R R, DT S G i 114) i ik
R, R IRTT SRR 1) R



11 5735
1.1.1 SEqa

D 4

SEIG B A AR B O N A 2R 40 B (Human lymphoma cells, U937) £
PMA %3 EM4IM, U937 4 s B 5L 4utb AR 2 M pr i 5 08 5 1A [ 57
B A, R F SRR & A R A R R & (Glutamin) « VAR (Sodium
Pyruvate) PIFHERH 1640 REoedk, KE T =R, KA 27740 p) T A& T8
FER, TR RRINETE, REHTIKEE, BT 37CHEE, REKE
SR AN E T AN IR, R IR AN E T B T AT R S
T E5w BAarRid Ta s R T, AT AN R SR R TR R
BiE TR TR R, EAMPIRAS R, W 75% PR 72 W 1 b 47
W, SRIERHTIN 37°C. R ECH 5% A e 48 h J5, 74l
MO A5 TR 3/4-4/5, SR MRLIEAT 70 AR AT -

2) s R 5 R R

*®1 ERKTSERIER

%l ACIEZY i
1640 1577 B AR 4 i % [E Gibeo A
Glutamin (BERED) o E B R B IR A
Sodium Pyruvate (75 HHER%EH) P EFEER KRB A IR A W
HHEARISD Jb 30 TR R B AR AT BR A ]
1 L [ 5 R Jb 30 TR R B AR AT BR A )
g A (Si0y) % [H sigma A 7
Ox-LDL T ET R R AR
A I [ e J0 3T R 3 BE R ARG BR A 7]
T 25 L T e A 7 Jb 30 3L R AR BR A 7]
LXR Pk JL[E Abcam A F]
Gly %[ Sigma-VETEC
Tween-20 %[ Sigma-VETEC
SDS 2 [ Sigma-VETEC
PBS il I RERRHARAR
ECL b2 R el ) & £ [H affinity /A 7




%l

AR

ABCALI #ifk

BRI NERIETE (BCA) EEAERA&

PMA

RIPA

PARFEY (Harris)
IE =7/t )
W=EHT R 5T

AR A RERRC 1 2E BT S e BRE

(Immunoglobulin, Ig)G i~
RFect /MZERFE Gl
/NFHE RNA

T0901317 (LXR #4zhi))
Marker

NC fii

TEMED

Tris-base

%[ sigma A H]

[ BRRHE D E AR PR A
FE FEERS REVBALH
FEER W R B P E AR A A
IR ERRHARA R
HE FEESRAEYEAR AR
HE FEESRAEYEAR AR
FE FEESRAEYEARAA
WM E AR A R A A
TR EYHE R A PR

%[ sigma A&

o [ FEER R B A PR A ]
g EME R R AT
2 [ Sigma-VETEC

% [ Sigma-VETEC

3) fi AR5 R IR

*2 ERMNESRIER

AR

Be il 7735

AR AGBRIE IR S TR AR
4°CYKFA

-80°C BT VK A

FE AP 7K

H Bl uKkAL
LitlsNISEX= YR
4CELHL

LERT ¢4

15 B A

% E Thermo A 7]
rh [ ifg R & 1
% E Thermo AF]
IR ZRRS SR IR 7]
T AT 2 A A Bt A PR A
T8 E AR A A IR A
7% Eppendorf /A ]
%[E BIO-RAD 4]

IR RAAR T

4) SEISAY R EC ) 77 %

(1) BFRERr: O1640 B FREADECON 87.00%;: @Glutamin (B Z K
) RS ECN 1.00%; @Sodium Pyruvate (FEAEZHY) 1.00%; @FBS 5 mL ®
XA 1.00%

(2) IXTBST Z&#: #=HL 100 mL 10xTBS 25 F1 900 mL #B4li/K, 584iR
S1JE 1 500 uL Tween-20, EFH%5], ZEA.

(3) 1%WWELLM: WELHEK 0.1 g, S%LIR 5 mL, ARG HAKEREN
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100 mL.,

(4) PBS ¥#i: ¥ PBS MK (2 L/49) ¥+ 2 LiBgikd, BTHIIEZE
FRORKBE S KHE G 4 CUKFERAF % -

(5) 10xTBS Z&#fi (PH=7.6) : FRHX 12.19 g Tris A, 88g NaCl ¥y KA
T+ 800 mL #4E/K 1, YT PH £ 7.6, A A 1000 mL, fEfF1E 4°C K L& 5
H.

(6) SxHLUKZEMR: FRAX 93.8 Gly ¥y K. 15.1 g Tris base 3K, 5 g SDS ¥R
T 800 mL EAKH B RWMESE, EA A 1000 mL, 4CUKFREEH .

(7) 4xHFEWR: FREX 57.6 Gly By K. 12.1 g Tris base ¥R, HA/KEESE
1000 mL, FIREC AN 1xHFE: 100 mL 4x+80 mL HIE+220 mL 4K, .

(8) IxHEJKZEM: FRHL 14.4 Gly ¥ . 3.03 g Tris base #34, 1 g SDS ¥
T 800 mL M4 /K e &WE ARG, A 1000 mL, 4°CIUKFEIRAEEH .

(9) FREAHCN 10%1) SDS: FRELS g SDS MyA, MIA 40 mL (84K, 68
C i 76 VA5 € 53 50 mL, ZEIRRAEHH

(10D FiE4r %0 7.5%KE I AREX 7.5 g Skim Milk FEAR A, % T 100 mL
TBST ', EHIRE, DI

(1D JFRESECN 10% 1 AP: 1 mL 4K 0.1 g AP My RELBMEET
ACUKFERAT 1, -20C Al {fRAF—A A .

(12) 4x FFEZEAFH: 1 M Tris-Hel 5 2 mL, H#H 4 ml, SDS 0.8 g, 7K 2 mL,
IR 5 0.04 g, EH A I DTT 2 mL.

112G ES L%

IDRE RS

(1) U937 4l F: KN 100 MonsE=Tt (uM) [ PMA HEFRELL
1:1000 HIEEBIMA RIS AR AT T, W 1E 9 48 /NS, U937 4 1% T8 N [E
%, 4 PMA 5 /adfaliE:, KL,

(2) U937 difadfeii: ¥ Tl THMMMEET7RE. TRtek. — kMR
WE . B OSSR AT S G, RAMRYS 30 2080, FTHF 37°CIERK#R 5
PEFEERETHAWE M, PR E R EHR, RO R AT
HEE, REMEEE RS PUEMREE RS AR B, HHRELRIR
M, ALRMBEREIRSE. BRERFUR, £EFET, HEE 1 mL SR RK
TR FRNR, (E Mgty &) B TH R s, H— MW R E R A
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AR TR EERONE] 15 mL ER B0, SRS BTE S LR DIEE 800
H, B0 S min J5, R ELOFRIRRE BIEEE, KL 4 mL BRI A E]
BOER, FARAEROER RS, AWML ZYRmEERm, T
37°C, 5%CO, % & Farh BT 8 7%

(3) U937 A% HHAFARK TR i s, Lk, —IREBR
B H DS R AT G G, RAMNRE 30 odh. TERAER T WS ME IR E
FAREH A, PR IR R 3/4-4/5 B, TG R H 40
BRI ARSI EEIANE 50 mL R B0, BEOPLBMERE 800 44iH, B0 5 min
JG, KB IIEEIREE BRI, NN 3 mL 1640 SE4 IR, MAREREOE R
SHRE), KRS R 3 AN SR, B TANEFREE 3 mL, T 37°C,
5%CO, 3 B A h AT R

(4> U937 A ffr: A TN CRMAMIE M. TRk, — M
WE - B OBESERATION R . KNS 30 0 Bh. A E A TS H R4,
{5 B A N SR IS FROMR Y 3/4-4/5 B, TERBE & BUR 24 40 1 k5
TR EEIAN 15 ml TEEOE, SOPLLMEE 800 ##, B0 5 min J5,
WU e IR EIEERE, RS, BONEMFREIM e B, R/ NE R 4
0F, WERERAAEY, KA. B, REUKIR SRR E. BT HE 7
SO°CHIFE 7 £, 24 h JE R B HE(RAT -

(5) U937 i 75 ¥ TN CRMAMIE M. TRk, — M
WE . B OESERATANE G G, EAMRES 30 208, 7E 37°CIEIR KM A B AU
FEANTER A BB A0, (I 7 /IR A1 E NN | mL SEassaRds, DAMER M
HESG, BNBIZMRE T, R G Bk .

2) SEE sy

B B KAk AL LR 4 (U937, MR 5206 AN 7] B SR 3R AT HE R
FHHREE N 100 e fZTE (uM) 1] PMA i SN E RSN, 1555 48 h J5, SE
5 F B4 UL YANBY B

1) SRR B R (a1 4y 5 4 25 (OGP, AN B AN A T AT AT 11
AbEE; 25 pg/mL SiOL 4, 45T 25 pg/mL SiO, H IR FRF & &K E N 25 ng/mL ]
Si0, ¥ 7:%E, 50 pg/mL SiO, 41, 4% 50 pg/mL SiO, A FRIEESLIREE N 50
ug/ml [ SiO, 75 7#%E: 100 pg/mL SiO4H, 44F 100 pg/mL SiO, HHIRE RIS A&
WPE N 100 pg/mL [ SiO, #5773, 200 pg/mL SiO, 4H, 44-F 200 pg/mL SiO, 4K
REFR I & SR E N 200 ug/mL 1 SiO, 859736, 43 785 9% 24 F1 48 ho
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(2) KA H LXR. ABCAL MREES N 4 M TAMNBHAAS T
FEATTIIAL 3R, Si0, 4HEE TR N 50 mg/L ) SiO, &, ox-LDL ZH%5 74K E
N 50 mg/L f] ox-LDL FJE#, 50 mg/L SiO, fll ox-LDL HIVR 2L T &R E 50
mg/L [1] SiO, # ox-LDL HIVEEWR, 77 hl3E7% 48 ho

(3) LXR. ANCA1 JEHFVIER /N 4 AN R4 (NC 41D , SiLXR 41 (it
BRLXR) , BAMEXTHRZL (NC+50 mg/L SiO, Fl ox-LDL FVEE M) , SILXR 264

(SiLXR+NC+50 mg/L SiO, 1 ox-LDL [JREWD T ABCAL [RIFEE A PY4
HAXMAH (NC 4D . SIABCAL H (JiEK ABCA1) . BIEXT B (NC+50
mg/LSiO, 1 ox-LDL fI7R &) « SIABCAIL 32584 (SIABCA1+NC+50 mg/L SiO,
Al ox-LDL HIVRER) , HiFF 48 he

(4) ¥z LXR N 4 %4 XHHR4L (DMSO 41) B4 7 L&A
DMSO, T0901317 4 (Ezshdl) , #A4 (DMSO+50 mg/L SiO, 1 ox-LDL FiE
2D, SEINA (T0901317+50 mg/L SiO, Al ox-LDL HIVREWD , HN4LEE5% 48
h.

3) 4L O #efr

W il M 400 DA B 210"/ B 1 TS O o R 26 3R 10 24 FLAR Y,

RS (20 (3D (4 HpEmARIEE, FEIAREFRE, H PBS ¥ 3
U BER 1 min, HIAGEMIRE 2, &€ 20 min; PBS ¥ 3 UK 1 min;  LAAF
SN 0.50%IM4E O TAFM A 20 min: LAMAFR2HON 0.50%M40 O ARGt
40 min; PBS ¥ 3 R 1 mins Z5AKREYE 3 min, AR E 1.00% ) ELRRIERS 70
£ 10s, KPR 30 ming HIMBARE F o KSR B T B T, i
M E RGN M gH A% G o, R R AL

4 el IF [T L 90 O e DA DL ] e ) A 0

(D) B EEA I AEE AN 2x10" /L #/TF 6 FJLIRA, ZIRSes o4

(2) (3) W) WMTHdLME, FF i, PBS EME 2 K, TEFLRPIINA 100 puL
Mg, EERMIISEIR G LEE 10 min JEUCEEAIAE; DUEE 2000 207

(B0 10 cm) , B0 5 min J5; KEBR LEBRBE, H BCA EHEE
R A DU R Ak KT, e R I T e K 1 B R 0 4 M P A I ]

(Total Cholesterol, TC) A H[& EE (Free Cholesterol, FC) FiA/KF, 115
Y B PN JH [E B2 RE  C cholesteryl ester, CE) ELE[CE%= (TC-FC) /TC]; #i CE%>
50.00%, WICAHGHIR A ki, A iskgni =408,

(2) BCA R8I E SN HE B & S g AT R IR FhriEsE AR, MRENLLR
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B RE 500 pg/mL . 400 pg/mL . 300 pg/mL . 200 pg/mL. 100 pg/mL . 50
pug/mL. 25 pg/mL « 0 pg/mL Nbr#ESEH . BIKEEN 20 pL/ALIPREERH . HWE
HAIAE] 96 FLH, PIFAFEF L/ER A 5 B B 50:1 £ RA, 200 uL/fLIIAZ]
R, B 3 AFEIFL, BT 37°C 30 min, EHUEK N 562 nm OD 1i; H
Excel &M Hlbrut R E 2, Kt H R i R R R BIKREE .

(3) TC (8 FC) FiL/KF (pg/mg) =TC (B FC) WE (uM/mL) / ZHjiL
EEWE (mg/ml) x386 (g/Mol) ; CE%= (TC-FC) /TCx100%, # CE% >
50%, TN E WA A Ay sk an ™

5) G ENIREAII LXR. ABCA1 £ 7E41 i P 2R 1A 7K1

HERTCHI 6 FLAR, FALEREE N 2x10" AL HIENEANH, 2085250 5 41
(D) (2 (3) 4 kHJ5E, FLiF, PBS E¥% 2 &, A 100 pL/fLH) RIPA
AP LR AE UK E 2467 30 min, 4 °C. 12 000 r/min CE02E4E N 10 cm) B0 15
min, WEHLEAN BER. SEQRIYICES, NEEOWRE R RmE
NHFIMREE, IO Sx EREZRM, TRAIJEE DS S min, -40°CIRAZ% .

(1) #l#% SDS-PAGE #E/5: [r] FH -1~ [ & I ) B3 AR HL v E N Atk W 2 15
AKMEERR B, 5 TGK NEERR AR, TR K 4K R 7E SRR AR B 1) 7K TR T

(2) WRIEER 3 PRETT LA B SR A 7 7R EORE SR, KRB ITR R
I o> 78 IR A, BT b kA B N A B I AR, £ R R R 1
3/4; SRJE FAK A SF BRI O 0K 0 B R SS, TR SR 15 min J5, WERZ
IR sl , sl S5 70 B /K B, R REEE R K BRI T

3 HERFKRAERECHE

RS 8% B ik 10%43 25 /it 15%4) 25 it 5%IR4E IR
(10 mL) (10 mL) (8 mL) (4mL)
47k (mL) 4.6 4.0 1.8 2.7
30%Acr-Bis (mL) 2.7 3.3 4.0 0.67
1.5MTris-HCI (mL) 2.5 2.5 2.0 0
1.0MTris-HCl (mL) 0 0 0 0.5
10%SDS (mL) 0.1 0.1 0.08 0.04
10%AP (mL) 0.1 0.1 0.08 0.04
TEMED (mL) 0.008 0.007 0.0032 0.004

(3) KR 7 RIC B L7 1 5% I8 e 78 70 TR 21 4h 57 28 107 2 tH I BB AR,
POl Am N TR FRE L 15-30 2805, SR e 56 4 dt4h .

(4) HEH LR RIEAF IS5 70 4L S0 00 ERER R R B A I B F
Wk, HYe B4 Marker, EHSFIURR EH HINEH, HFRERIYS), @bk
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ESVIER

(5) ARk A ERIKOOFR BT RER R, EEEHEE 90 V T
FAFTNRATHIK, FEMERGIR S B AR T 120 V 4RSIk, TE KIS
PR R SR T B 5, AR TS R — Ak B R BRI R DL L . B A B O A
M EE B 73 78O AR AR iR (0 2% 7 B R 0 ok 48 LRI IA], IFIATZY 90 miin,
W IR s . AR A s BAE, MRS H I A CrRZEr H
MM,

(6) RGN N4 b 1) B iy RN BB AT T & i) L, R ELRE K58
IO L) NC IS R AR IR AR A . FoAth TR [RIARRIRAE i,
W VR e BN NG B, 7EARE b i B i HL S N 45 MR AT R . R
FEENRER IE MG, BB TAESATJ9IER 220 mA, I 1A 90 min.

(7) RSB BRI B 1) NC BN E TRCE LY
WNELL YR, AR e 47 o5 % P I 5 F B Al K B S, AR A F I B & A
BIERIF ST, TCE T TBST #1481 7.5 % [l JIg Wk df VA TP AE 3B IR L 2212 12 5
3-4 /NF, DME R ERE 5, 0 A& R O RORA Bl R .

(8) FUAWEE : F5E M55 M TBST ¥E 3 K, K 10 min. KGR
¥y 2% 5 5 BB 25 DU 8 358 47 B0 A — /N 1 R Sko¥ 32 B0 FR B 47 I — BT LXR .
ABCAl. GAPDH 7} 5IFs#e 4 1:2000. 1:1000. F1 1:6000 VENH, FlHEEHLESE
AN BE o FEU  2 I — AN T BLUBONUKAR 4 COKFRIE R . 35 = R ANl
BB —P0, &M IANRIZEAG TBST W & & s vE 3 I, &K 10 min. T}
% TBST WWUEHEL AP 1gG (1: 60000 PN E &, EHEALT
TR E S0min o FRIRIFE 56 5 HEIHE =0

(9) B HEOF] ECL A& EPIMEARLL 1:1 IR RCHR (i, BIFCRD
i, EREOLORAT . BT IR AR TBST ¥, JBCE TR R AL
IR B, fERARIZAN I RS ORI T B, KR o 1 e,
LIRS, RAAERIFHAT N, Image T AR LXR. ABCAL X} Rk
. WEL 3 K.

6) GLitsra

i SPSS 22 Gt A AT Geit a0 A, SEe g RS HbrEZE (FE5) B
For. ZHFEARYIEM LB R R ZR T Z 54T (one way ANOVA) ; &4 ]
BEAT PRI LLEL, A B 407 25 R IR 7 2255 R A LSD U7k, J7 AN
KH Games-Howell #4745, P<<0.05, "Il AJHA MR EA ST %=

-9-



M KGEKHE 0=0.05.,
1.2 &8
1.2.1 LXR\ ABCA1 7£ U937 4B AY3RIA & BH B BORIELK B X B8]

1) IE% U937 eSS NIRE H a8 T8 775+, & PMA S 48 h )5,
UG EE, K H L. WK1

Fr A-EHEFE x200; B-iAS 48 h x200; C—i MR 9% x100; D-i% 5 48 h x100.

B 1 TREFRTERMBIESRFSHER

2) TEARIMWRER AR, 25 pg/mL SiO, 4H. 50 pg/mL SiO, 4H.
100 pg/mL SiO, ZHLA K 200 pg/mL SiO, HHIEARIEEHEAGIF¥E L, Hp
XA 50 pg/mL SiO, HAHMERE RS (P<0.05) , 100 pg/mL SiO, 4
FUXS RIEACE K. S5 & AR AT R, H TREESEin Sio, M &

WE N 50 pg/mL. 55 ILER 4-7 8 2-5,

F 4 FREIRE SiO, FlH 24 h 4RAEH LXR HIFRIEIE R

ZH 51 SR RER S LXR fIF LTSI

ESpaiiEEl 3 0.36£0.07
25 pug/mL Si0, 41 3 0.69+0.07
50 ug/mL Si0, 41 3 0.72+0.16°
100 pg/mL Si0, 41 3 0.60+0.05
200 pg/mL Si0, 41 3 0.78+0.02
F 11.229

P 0.001

E:oa: SXFHEZAELL, P<<0.05.
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Western blot £5 R NP 2 Bor, MBI THEAFWRE R Si0, Hl#H U937 4ifig 24 h
JE SXHRAMEL, 50 pg/mL SiO, 41 LXR F£ik£, HERAEASGI¥EN (P<
0.01) .

3
LXR | e el sy @ 50KD

arpt | sesesapes |

A B C D E

VE: A-ZSERXHR4L: B-25 pg/mL SiO, 4H: C-50 pg/mL Si0, 4l: D-100 pg/mL Si0, 4l: E-200 pg/mL
Sio, 4.

2 LXR 7£ U937 ApahRiERIE R

RS FREIRE SiO, ®IE 48 h AfE+ LXR HIFRIEIE R

A 55 S UL M LXR 1R AT

T EN A 3 0.7940.04
25 ug/mL Si0, 40 3 1.01+0.06
50 ug/mL Si02 4 3 1.19+0.08°
100 pg/mL Si0, 41 3 1.1140.02
200 pg/mL Si0, 41 3 0.52+0.13
F 39.440

P 0.000

E:oa: SXHRAME, P<0.05.

Western blot Z5 R 41&l 3 Wox, 1EFAFELR Si0, Fl¥E U937 41l 48 h f5 5
XHHRZHAHEL, 50 pg/mL SiO, 4 LXR HE AN FRIEKFEFA R, HEREEFS I
B (P<0.01) . SHAFEIKEER) SiO, FIRAIM 24 h AHEL, 7EXF 40 B4 T fil
48 h HAMMAMN AR RE, LXR WREMEMNHEHZR AHFRITH%E X (P<
0.01) o J&ZESEE T IR B R TR ARy 48 h, SiO, W E N 50 pg/mL.

GAPDH - aasame e | 30KD

A B C D E

E: A-FEAXNRA; B-25 pg/mL SiO, 4H; C-50 pg/mL SiO, 4H; D-100 pg/mL SiO, 4; E-200 pg/mL
Sio, .

E 3 LXR 7E U937 dHpahRiEBIER
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&6 AELKRE SiO, ®# 24 h #HBEH ABCA1 BIFRILIE!

257 S R M h ABCAL FIRIE I

T EN A 3 1.0540.02

25 ug/mL Si0, 40 3 0.924+0.02

50 ug/mL Si02 41 3 0.91+0.04°

100 pug/mL SiO, 41 3 0.7540.02

200 pg/mL Si0, 41 3 0.19+.046

F 349.533

P 0.000

E:oa: SXHRAME, P<0.05.

Western blot £5 R0l 4 Wox, fEFHAFKELR Si0, #l¥E U937 40l 24 h f5 5
SHHRZHAHEL, 50 pg/mL SiO, 4 ABCAl EixklZ, HERAFSGIHH#EN (P<
0.01) .

oo | ——— o
e et

W A-FEAMIRMH; B-25 ug/mL SiO, 4H; C-50 pg/mL SiO, 41; D-100 pg/mL SiO, 41; E-200 pg/mL
Si0,. 4
4 ABCAl 7£ U937 i hFIXMIER
R7 AREIRE SiO, ®IH 48 h ZRAEH ABCA1 BIRIEE R

251 LI IR E 4iffLh ABCA1 HIRIETEIL
el =payitee| 3 0.61%0.01
25pug/mL Si0, 4 3 0.93+0.02
50pg/mL Si02 41 3 1.0240.01°
100pg/mLSiO, %1 3 1.09+0.00°
200ug/mL SiO, 41 3 0.50+0.02
F 987.750
P 0.000

E: oa: HXTREAME, P<0.05.

Western blot £5 SR 411& 5 fox, 7EHARIKER) Si0, %5 U937 4HMdE4T i 48
h JE 55X HEAMLEE, 50 pg/mL SiO, 41 ABCAl FHAMITRIAKFHZ, HERE
FaityrE X (P<0.0D) . SHARMKRER Sio, R4 24 h AHEL, fEXT U937

-12 -



AHPREAT F 48 h IR R ARG RIEIKF i, ABCAL RIAAENT B R H 2 7 A
AaitE L (P<0.01) o JagRseie TR SER M B 1Eh 48 h, SiO, WK
N 50 ug/mL.

e AT AN B-25 pg/mL SiO, 4; C-50 pg/mL Si0, #4; D-100 ug/mL SiO, ZH; E-200 pg/mL
Sio, #i.

&5 ABCAl & U937 {pah RIARIENR
1.22 LXR. ABCAl 7E8AMEFHITIEIER

1D EREGHMIHEAL O Hetafh LA IR i 2RI 1

Has [ xt A EE, 50 mg/L SiO, 4. ox-LDL #41. 50 mg/L SiO, fil ox-LDL
VR B4 TC. FC Ml CE #% (P<<0.05) 50 mg/L SiO, 1 ox-LDL [V 2 R4
CE% >50.00%, 4 i i & R, FEniliR gz, H Sio, bkl 140
MR WL 6.

E: A-FENRA; B-50 mg/L SiO, 4H; C-ox-LDL 41; D-50 mg/L SiO, fil ox-LDL [ 7R 24 .
& 6: FARAERMARML O £EFER (x200)
-13-



F=8 HHRAA TC. FC LAK CE RIATH AT (n=3, ¥E5)

2H 5 TC {§ (mg/g) FC {8 (mg/g) CE 18 CE H/TC {8

2 AT 73.80+1.69 61.79+1.45 12.01£0.25 16.27

50 mg/L SiO, 41 114.89+3.39 77.97+1.28 36.93+2.22 32.12
ox-LDL 2 171.63+2.93* 94.42+0.84" 77.21+£3.77% 44.97°
SiO, #1 ox-LDL K 222.99+4.40% 113.95+1.74%® 109.0443.38% 48.89%
TRERA

F 1205.67 802.542 723.509 735.771

P <0.01 <0.01 <0.01 <0.01

VE: a: HXTHE4IL, P<0.01; b: 5 ox-LDL XfHEZLL, P<0.05,
2) FiEEVEAIM A LXR. ABCAL HIRIATFH

50 mg/L SiO, 2. ox-LDL 4. 50 mg/L SiO, F1 ox-LDL F 7R £k 2H il fd = s 4
firt LXR. ABCAI1 MK T2 AX IR, 50 mg/L SiO, A1 ox-LDL HIV= R
fiKT ox-LDL 4, ZERI¥ASHE L (P<0.0D) . WE 7. Kl 8.

LXR 50KD

GAPDH | WS G s am® | 36KD

E: AT AR, B-50 mg/L SiO, 41; C-ox-LDL #1; D-50 mg/L SiO, 1 ox-LDL KR &R 4 .

7 LXR 7£ U937 AR RIARIENR

ABCALI 250KD

[-actin

43KD

E: AT AR, B-50 mg/L SiO, 4; C-ox-LDL #1; D-50 mg/L SiO, 1 ox-LDL KR &R 4 .

8 LXR 7£ U937 AR RIARIENR
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1.2.3 LXR. ABCAI1 7 EMEZRE+ A0FIE1E
1) U937 2 d% Geri

B 2O6E ST RNA BB, @5 B 4T i g2 ny b
ot 8% G 7] B R0 A 4 B 3ot 3% Gl 7 A N 52 B M — S I2B iR . IR 9.

Ve AJC-A RIS A5 A 2 B BT B 510 TE HOIRAS FAIME:  C/D-RIARLET N5 Y5 75 6 15 5 10\ 41 HE o
.
&9 U937 {AREAYEEAER

2) LXR F KT BRAR A 153 57
(1) LXR AN[EFE R S B UT BRI A 10,

GAPGH | gt @il @mmp @@ | 36D

A B C D

F: A-NC4; B-LXRSiRNAl; C-LXRSiRNA2; D-LXRSiRNA3.
10 LXR AEIEELLITBRIER
9 LXR ARIEEMSATERIER

Vaik n LXR 2 F 1B IE O
FERTERZH (NC 41D 3 1.40+0.04
LXRSiRNA1 21 3 1.45+0.05
LXRSiRNA2 21 3 0.97+0.06°
LXRSiRNA3 4] 3 0.67+0.06°
F 139.467
P <0.01

E: oa: S5XFHLL, P<0.05; b: SXTRRZAMLL, P<0.05.

WX AT LXR ARSI MPTERTE 0L, /3 LXR ZE R i TR AL
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R SRS SRIGHT AR LXR VIBR A A NN % (LXRSIRNA3) .

(2) VIEREREZH I LXR #[A (SiLXR) Western blot 25 5118 11. SN EAH
HAAEL, SILXR+50 mg/L SiO, Al ox-LDL (R BRA M E AREH ZWD>, HER
BAES R (P<0.01) , VBT SILXR I8 KT BR 5 20 RS Y 28 7 R 3

El T T

carnit | . - -

A B C D

VE: AB-BHYENTHELH4A];  BD-SiLXR+50 mg/L SiO, 1 ox-LDL [ 22 «
11 U937 4ABEsh LXR BIFRIA
10 U937 ¢l LXR HIFRIX

e n SILXR [
- . prEy=y
NC+50 mg/L SiO, 1 ox-LDL iR & 3 1142012
e
SiLXR+50 mg/L SiO, #1 ox-LDL ] a
N 3 0.47£0.11
TRERA
F 50.525
P <0.01

W oa: SPAMEXIEAL, P<0.01.

(3) YTBR LXR A B g 4 ASE AR v i 5 1) e /K SO 21 O B it an & 12,
5 NC HAHE, LXR BRI B igs i iiis 2, 5 NC+50 mg/L SiO,
Al ox-LDL (VR B RAALL, SILXR+50 mg/L SiO, 1 ox-LDL )75 £ 4H 5 W 2 ity
PG EfEREENZ, £ 11 & RE/R, LXRSIRNA 41A1 SiLXR+50 mg/L SiO,
F ox-LDL [FIREMA TC. FC. CE FEHENZ, JFHERBASITEREXL (P
<0.01) , SiLXR+50 mg/L SiO, Al ox-LDL 7R Z 4L CE%LL NC+50 mg/L SiO, I
ox-LDL MR ERA T =, =T 50%, ZRBE (P<0.05) .

& 11 ZHBEA TC. FC LK CE FETHATE (n=3, TE5)

2H 5 TC 18 (mg/g) FC 1 (mg/g) CE 18 CE fH/TC
NC 4 93.11+4.19 78.84+1.49 14.27+5.50 15.17+5.20
LXRSIiRNA 1 161.37+8.43 102.09+0.31 59.28+8.71 36.61£3.57°

NC+50 mg/L SiO,

ox-LDL fI IR 24 252.017+4.26 122.75+4.30 129.27+7.04 51.27+£2.14
SiLXR+50 mg/L

SiO, fil ox-LDL HJ 382.086+5.86 161.19+4.79 220.9049.13 61.64+2.51°
TRERA
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1328.087 335.218 407.24 96.155

P <<0.01 <<0.01 <<0.01 <<0.01
e oar SXRALLE, P<0.01; b SEAIXTERALLL, P<0.05.
- B R, | . = " B .
& oL ) : - Wy
A L o - i B ] b - -
£ - > Vo t " .
3 X : + - ' i S
L ‘:ﬂ s e o - .
- - s - i - o
. - - tr ‘ “ . - . L s 'S
s W - Nu,, i ™ L4 1' ’ ‘:ﬁ-.
- |."I- - o l w v . -f{*
2 *fe, a2 ® : el
: e LS - " w = e
- - ‘ e 5.
oy # W ® - s
e -’- - ) *'I" . L 4 & - g "
. - " D - -
* s N o &, S . r .
- - # - . ¥
g 3 - b -r". - 4 - -
« "l.\ .-' . a . . - L™ i = !-- E
- ] L ‘ ' *: : & i .-. » (5
.-‘: :" =F = L b bt
W = y F Y P . '
W L] !-': - . .':‘L :, .:" ) - =
™ - [ .
- & =9, LT . S 2. o
3 * it * ) A ™

E: A-NC4l; B-LXRSiRNA 4l; C-NC+50 mg/L SiO, il ox-LDL FIVE& 4 ;  D-SiLXR+50 mg/L
Si0, 1 ox-LDL ({7 B k4 .
12 ZHEEREMAEML O REIFR
3) ABCAI1 F:PRIUTERE Y ) 57
(1) ABCAI AFIEE A7 TR S an B 13

250KD

GAPDH | o qiii SN “ | 36KD

A B C D

¥F: A-NC 4; B-ABCAISiRNAL; C-ABCAI1SiRNA2; D-ABCA1SiRNA3.
13 ABCAl ARIEFENSTETER
3 12 ABCAl ARIERENM S ATERRIER

Vi) n ABCA1 B PTER T
FMExTRRZH (NC 20D 3 1.2040.01
ABCAISIiRNA1 3 0.93+0.03
ABCAISIiRNA2 3 0.86+0.05*
ABCAISIiRNA3 3 0.58+0.04°
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157.607
P <0.01

E:oar SXHRAL, P<0.05; b: SxIEAAALL, P<0.05.
I LA BT ABCAL ASFEIEEFAL S BUTER G 0L, 45 ABCATL R s AT
RO R, JE SR SR B W 5T 3h 1 ABCAL YT R & tE N B AL XN R

(ABCAISIiRNA3)

(2) VIEREWE4Ni ABCAL 4[5 (SIABCA1) Western blot 5 B4/ 14, SR
XTHRAHZHARLL, SIABCA1+50 mg/L SiO, Al ox-LDL 7R £k 20 1 25 [ 3Rk 7K P Bl
B, HEREASIHFEE X (P<0.01) , #il SIABCA1 F:H VTR it B4 A
PR AR ST R T o

ABCAI | 250KD

GAPDH |@is W) B @ | 365D

A B C D

W AB-BAPEXIR4H4;  BD-SiABCAI1+50 mg/L SiO, F ox-LDL KR £ 4H .
14 U937 4Hfa+ ABCA1 BIFRIA
£ 13 U937 it ABCAL BIRIA

o n SiABCAI1 fIZRiX
- - R
NC+50 mg/L SiO, 1 ox-LDL 7R & 3 1 3640.18
W
SiABCAI1+50 mg/L SiO, fil ox-LDL .
e 3 0.64+0.12

HIR =R

F 32.548

P <0.01

F:oa: SHMEXIRAL, P<0.01.

(3) ULER ABCAL B:PR EWR A AR AL op Jig 57 (1) Rk /K P S 4L O ettt ot o ]
15, 5 NC A, LXR ZEFUIERA BRI FLL AR Z, 5 NC+H50 mg/L
SiO; Al ox-LDL [FVR BRI, SIABCA1+50 mg/L SiO, 1 ox-LDL [ E ki 20
EmaphimaalfmE R EEE, £ 14 4R 2/R", ABCAISIRNA A
SiLXR+50 mg/L SiO, fll ox-LDL HJiEER 4 TC. FC. CE #EME L, JFH=E
SEAGFE N (P<0.01) , SIABCAI+50 mg/L SiO, Al ox-LDL [V 24
CE%Lt NC+50 mg/L SiO, fll ox-LDL iR =R A T, Mt 50%, ZRPHE (P<
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0.05) »

7E: A-NC#4; B: ABCAISIRNA 4;

mg/L SiO, 1 ox-LDL )R E 4 -

C-NC+50 mg/L SiO, F1 ox-LDL (K B4 ;

E 15 HEERMAMI O REFR

F 14 HBAA TC. FC UK CE RIXZHAKE (n=3, T%5)

D-SiABCA1+50

2H 5 TC 18 (mg/g) FC 1H (mg/g) CE 1§ CE {8/TC
NC 4 93.11+4.19 81.17+3.29 11.9342.60 12.78
ABCA1 SiRNA 4 148.02+12.67 112.98+2.36 35.04+10.36 23.37°
NC+50 mg/L SiO, Fll

s .02+15. .08+9. 9448, )

ox LDL IR B 252.02+15.80 126.08+9.02 125.94+8.38 49.98
SiABCA1+50 mg/L
SiO, 1 ox-LDL 385.83+1.76 151.25+7.42 234.58+6.31 60.80°
RERA
F 462.334 66.740 548.691 152.998
P <0.01 <0.01 <0.01 <0.01

E:oa: SRR, P<0.01; b: SEERAMLE, P<0.01.

4) PFE) LXR AT T

(1) M LXR #zhifl T0901317, #zh LXR, @I RIERA, T0901317 A
LXR FptEWshA], fE#siEE LXR MFEN FEAEEIEE ABCAL, HFitEA
LXR i ik [F I 85 ) ABCAL [RIEHBE 2 3G 1. Western blot 25 R 41 16, &
15, 5 DMSO #Atk, HH LXR AXEHEZ, HERAASGIIFE XL (P<
0.05) . HHAAMLI, SCRAMEAMANREAFAEYZ, HERAARITEE
X (P<0.05) . Uil LXR i3k B REGH MR a3 il 2h
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T
LXR l 50KD
| —— | h—_'_-_j
¥: A-DMSO 4H; B30 C—HERIZ D-3E64H .
16 U937 4HfE+ LXR BIFRIA
15 U937 #lpa LXR HIRIA
il n LXR %K FRIE M
DMSO 41 3 0.74%0.01
LXR #3h4. 3 1.24+0.04°
FRAZH 3 0.56+0.05
SEIG A 3 1.02£0.02°
F 242534
P <0.01

VE: a: S5EMENIRALL, P<0.01; b: SEAAME, P<0.01.
(2) BshE A LXR EWGE4H AR b T 5T ) 3R Gk 7K F Sy 41

G 0 155 Ot 0 1

17. & 16, 5 DMSO ZAHLL, LXR #zsh4 B Vg f b g2 s Figdis>, SRR
FHEL, sSZIGH EVEAN PG B g B B, R 16 SR BN, SZI TC.
FC. CE & &MHEW/, HHEREESIT¥E X (P<0.01) , LA CE%LLIK

RHRRE, KT 50%, ZRWE (P<0.05) .

‘.. T " i o - - .‘ - z ~ i :‘...’_

A - - #' ‘* - “- L ? if, - :F ey ' ﬂ.
. g S5 - ¥ g B R
* bR s %. Lot e Al a fa
L ] e S o . an
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-20-



£16 4HEEA TC. FC LR CE FTATWUAKE (n=3, T£5)

2H 3] TC {8 (mg/g) FC {4 (mg/g) CE 18 CE {H/TC (%)
BERIZH 319.80+6.81 158.65+7.30 161.15+13.75 50.35
SegeH 110.94+5.00 83.46+9.44 27.48+5.15 24.90°

F 1833.613 119.084 248.766 46.483

P <0.01 <0.01 <0.01 <0.01

E:oa: SEMEEAL, P<0.01.

5) BEhF T0901317 #WzhtEH LXR 5, HH ABCAL HIZRIAWEEZ N, Western
blot £ R W& 18. 5 DMSO AAHLL, BEhHME AN RIEAH B, HERA
BairEE X (P<0.05) . SHEMAML, SLRAMFREERFEGZ HER R

GiitE L (P<<0.05) . PBEEhF] T0901317 W sIh G, ABCAl HIFRiAMEE

2 Hhn, T0901317 B4zh#| 1 §:8 ABCA1 JEK KX %3] LXR kit Fif.

ABCALI v D e 250KD

croon [T ) oo

A B

C

D

i: A-DMSO 41;  B-T0901317 #4;

C-HMIZH,  D-SZIG4.

& 18 U937 #HfE+ ABCAl BIFRIA
= 17 U937 4Affirh ABCA1 HIFRIA

i

n

ABCA1 K FRIETFM

DMSO 4
B
AL
SEEGAH

F

P

W W W W

0.13+0.00

1.16+0.06"

0.46+0.03

0.9240.02°

479.617

<0.01

VE: a: S5XE4IEL, P<0.01; b: HHERIAMLEL, P<0.01.

1.24LXR, ABCAl L Tlx&

1) VTER LXR3 # [N, R ABCAL HIEAFB M
UTER LXR3 £ [AJ5, Western blot Z5 8118 19. £ 18. #HH ABCAIl HIFREWH
BEEE H LXR3 MUTERMBIEA K, HEREASITFE N (P<0.05) .
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it 250KD

GAPDH “ - 36KD

A B

F: A-NC4H; B-L3XRSiRNA 4
19 U937 4HpEsh ABCAI HIZRIA
3= 18 U937 4Afsh ABCA1 BIFRIX

S n ABCA1 JE P RIANE UL
NC 4 3 0.84+0.02
L3XRSiRNA 3 0.46+0.012

F 1342.143

P <0.01

W oa: SPAMEXIEAL, P<0.01.
2) UUER A3BCA1 £:[A, LXR £ [ A1 A

UTBR ABCA1 E:[K 5, Western blot £5 R 41 20, % 19, HH LXR HIMX#
VTR, HERILGIH R (P>0.05)

o ]

A B

¥: A-NC4l; B-A3BCAISiRNA 41
20 U937 4HfE LXR HIFRIA
= 19 U937 ¢+ LXR HIFRIE

! n LXR J KA 5
NC 41 3 0.92+0.03
A3BCAISIiRNA 42 3 0.81+0.07*
F 6.393
P 0.065

Hoa: SFHMEXIRALEL, P>0.05.
B M2 MEEEE LXR 5 ABCAL M E R cRZERRF LXR ZHH
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ABCAL1 W) 3%, 1 HFEEK ABCAT AL 2 & FE K LXR ARG ARAL o
1.3 it

VLA A 2 A oA I o A R S 8 TR P, E 22 P 1R R ML b B AR
UITE By Fik ks A A58 A BRE B 14 299 3 2 w5 W 4 e W T T2 s Y o 40 R R A I 5
BE, I ML BE 0T, IS SO AR BRI & AR, R DU RO RE 22 5 1)
RO R R AR ARG KT R nT LA 20 sl ks R R A, 28 0 I i, A5 9
R, Si0, ATLMEHE ox-LDL T Emgdniufig i oA 24, U937 RIA PMA 55
A BT A 5 7 CL G I A A S 7T R, IR AR 7T Si0, A ox-
LDL Bx& M3 U937 JREWEANM, 7 PPARy-LXR-ABCAI1 {558 B 7E ik fb it
FEA A B R ML, ASAFR 230 1) Y6 ok 20 BT i P S S P A 057, AT FiE 224 i
IR IRIERE, IR TT Y it B (R 00 S8

B0 MV R AL A R — DN R B RE, 7RV IR GH M R AR K B AN RT3
A G TIEE. AR KI ABCAL &P RKIM LXRa HirHERFZ —, EREMR
3 I 4 e A L T2 1 47 PR O 4k R 4 S B o R 528, b4, Ranzun Zhao %%
ANWFFER I, Eid MicroRNA-613 % LXR 1 ABCA1 AT FATRIE K IAIH] T
PPAR 435 A9 THP-1 [ W 40 M i 5 & B i 4 28 . Jianmei Yu 25 AW 50 & BN
Salvianolic acid B 1#id abcal/ppar-y/Ixra i&4%, @t 7 THP-1 0 2 M A (1 HH [ B
FEMEM. Xin Ma * % AWFAEE RARAEAIESE R M@ THP-1 E W40 i
PR AN 1Y) PPARY/LXRo #1% Fi T ABCAl, ABCG1 M SR-B1 HIZEiX.
Xin-Wei He %5 ANWF70 & BLEE %1 n] fEil i PPARy-LXRa-ABCAl / ABCG1 &2k
FEDUN K AR AL A AT, 38 i 8 L[] 5 A I 0 200 L 97 ) B 58 T Y 44 i ) T
Fi. Souade Ikhlef' Z& AT & H PONI @i i S Ak 7K A X0 ML st o i JE o] et
M. XEeZE /R T PPARy MR S — ML, I a7 I A (it
T NIRRT E BRI R X 408 R 2R i il S A P SR A R, A
S IR IBBTR TR AL TR I . AT B Se R AME TR U937 4l (A4 Z
AN, 23 PMA A 48 h 5, B OVERLIN, 2R)5 70 %I ox-LDL Al
SiOy+ox-LDL 4bFE 48 h, M SiO, X ox-LDL #RALHIE & F & IR o~ Bk
AR AL IR AN R R R A R E A, Seae A R IESE X — & AR . S
FRETAFEPIMIG SiO, Al ox-LDL ¥ 2R 418 il e 45 B E7R CE LhEBEE X
FEEAX AR ox-LDL 2H, H KT 50%; 4 O Jetasi R E /R SiO, f1 ox-LDL
TR A AR 4 i R B W 6 i T 25 UG R ox-LDL 2l 5T st Ui
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SiO, AEfEFEANAB N BT ISR, (EHERAI I k. L4k, western blot 455 &
7~ LXR. ABCA1 7£ SiO, fll ox-LDL B ERHM N FIAH BEb, SHAHE
BERA G5 L.

1.3.1 PPARy GI SR AIETENBIER ZK 1)

ALY B A T S T 24Ky (PPARy) J&— 2 e A B0 A% i S B
P REZAEFKE TR EBEARRZ —, B 1 RAREERZREFERT, E
av B ALy =ROER, B RATMAECY el AR . e AR,
SFIRE AR YRR AN B B LA B A8 RE I M1 R PP PPARY 3h 7 3 EALEE,
PUBE PR 290): WEMKEE S (TZDS) , MK HIEH. BHEFIER . Mk I ks
FIEH . FETFHEE GW9662. L-764406. BADGE 2503, Moore %5 NilFsE, 7K
BRRERELL T, PPAR {5 S@BKZ T CD36 FIkMIFEMEE. &M MK R4&E
it PPAR {5 5 IEERATE CD36 M1k, ik PPAR & SRXERNE] CD36 MKk
B4, [Rk, PPAR 25 (76 KA 70 P i) 5 2 F 13 PPAR 321k I i A0 i o4 i a2k 1)
W RN AP S NGB T T . KEWF TR PPARy 52 M %1
[k, {£75 PPARy A BRONIRIT B IH 25 M ¥EFRD . PPARy IR A IR 4]
RITIAIE S S SR KA, DRI, FEAR SEE8 AR AN (il 3 AR 55

1.3.2LXR (BF X i)

LXR 2RI — 5, ZE B 1995 48 M AZATIE cDNA S
PR A 420, LXR AR LXRa Fl LXRB. LXRa 3 2 7E I [ F AR i
AR RIE, WA . N EWEGE. LXRB 204 RN . P 5
BEACIETAR 5% () DNA FIRCAR S &b AT 4 77% SRR FIVRME . LXR 2 4ERr40
DAY JIEL 2 A XS A ) 32 RS2 28, L AT A A mT DL 200 PR A %) O T e . a4
S BE 24(s)-FR B MHE Y . 22(r)-FR BEMHE BECE _ERR) 27-F2 2L IH FE BN B4 )
A 24, 25-FRENEFEEE(AT), HATHA B EhF GW3965 I T0901317 #imt",
LXR A & 3k DL L Sk U4 5 BE R B 3 R B ds . Bk, LXR O S 40 i
ABCGI1 P04, DA 2 H [ 5 A\ 20 ] 40 e 2 0 5 £% , DT 85 o L o] e 4] 4 i
HNEEIE I 5 5 IR 25 I ( high densitylipoprotein, HDL)Z5 &P, W20 i 38 5 75
B RZREEIROREHRE R, Hrl#Eid ABCA1L A1 ABCG1 /5 R FE 43 wh 41 g
PRI B, AR RS Y. b Ah, LXR AT LU 5 A v JE [ e
YT, BT PRI A P9 M L 2 7K, o — s R ARG A Py L o B2 ) 7K SF
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HPi e E R AE . PR AERE. 44 E—RRa R e LXR 2 56k
RPN SR . T HATxseim g &, AR T B FUTER 1) 7 kg T
LXR HAFEFVIE (SILXR) BEWMEAIMEEA, S RAHAME, SILXR+50
mg/L SiO, M1 ox-LDL WIVREIRAN KL Bid, HERBEASRITFEN, WY
SiLXR 2 K TER 1) B4 fg A A 2 S R Tl . SILXR+50 mg/L SiO; F1 ox-LDL [#)7R &
W4 TC. FC Ml CE FRIAKPIJHEN, CE%ZmT 50%; HEL O Ytagi RIrE
7~ SILXR+50 mg/L SiO, fl ox-LDL MR IR CRRIE 2 . i s
FHSL LXR EHERAPEGAMSE, 5 DMSO 4k, LXR AXEHZ, H
ZRBASGIEE . SEBEML, SRARRAFRENEZ, AESBASIHY
B U LXR I RIEE WA gy % h . BHE R g R o, St
TC. FC Fl CE KIAKFHL, CE%IZMET 50%; ML O Jetasi RN EI/R L
AR RERDHE. X485 A Zhi Sha Ma"% A\ 72 iH [ BE% H
FIMLAI I 7 &t AR — 2, AT FC R T0901317 #ish LXR J&, Af A5 HH [
BERI . B RYIER Ay 3, B LXR FERYIER G, A TUIH B A9 H B B
b

1.3.3 ABCA1 (EREZHAE ATP 584551510k A1)

EWEgi ATP 454 %iaik Al (ABCAD) /rSHEESNR. (23 HDL B,
NI S0 [ 308 ) 3% 38 (RCT)~ $0 I EL IR 40 T J 5 R AR R AL R i o ek, 0l
5 4 T &/ I ] 2 P B, B B AR G VR A KT, AT 0 i 30 Rk B R B P
JEU BOR RTRR I, LA ABCAL NHREEN 2 B microRNA ] LA B 42 1 4%
ABCAl Wi, [FIN, &K —Leiiz i i T ABCAL HEHH:
SR RAEER, WHT X 24 o LXRa). i &AL YIBE RIS 580 2 14
y( PPARy). #LEBIA%Z K of RXRa)%5. A1 ABCAL K31k, MIMTIER| 0
A R 1 H Y. ABCAL SAPIERIRE A A IR E CBIER, B a7
AEAEIA I e BT B I . T AT AT, ABCAL (IR BiREE T HDL 19
U BRI JE [ e iz 5 (RCTD , (HR2RATARIE ABCAL Hr A FEMF A 2
AT §4IH HDL FIZhAER™), il ABCAL &% iy 25 BH [E B2 (FC) S i ABC S5
[l B AF N S EEIEK, FEMEGIP KL 58 ChE =92 =, #—
BT RS, AT EIEE R (FC) @it ABCAL Hit, EE 5 apo Al 4
&, MiFEEER (FC) it ABCGI MHFHE/es HDL 454, # A RCT i F—
NS, %F ABCAL R AENS ChE HEEE, TR ZH7 T ABCAL
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% S A S 5 R 32 . Yuanbin Li * 25 AWE U R BUAZA- R IE 1 3% ABCAL
mRNA [F5E VI B 5 14 00 AH [ B3 R AT AR AR . ABCAL s
O R T IO AR DA% SZ AR, i S A ) B B AR O SZ AR (PPAR)FI T X 52 44(LXR)
MAFEG5R. 454 ABCAl S 5HMHERE 07 R . ARYE B 8 101% 5050 45
B, BRATKEL T FE NPT 77557 ABCAL FEAZKVIER (SIABCAD) BV
R, SEAMEH R4 EL, SIABCA1+50 mg/L SiO; £l ox-LDL VR R4 %=
IR, HZERAASRU R, WY SIABCAL B RIVTER ) B 40 A 7Y i
S . SIABCA1+50 mg/L SiO; Al ox-LDL VR &4 TC. FC Ml CE Fik/KF
B, CE%i@mT 50%; JM4 O Jeth4i IR E/R SIABCA1+50 mg/L SiO, F
ox-LDL AR B AL e £ . LXR E07 T0901317 #zh LXR ) [F] i1
I ABCA1 [R5 5 ELWE 40 i w11 JH [ B M3
X459 A Zhi Sha Mal*V% N 77 JIE [ B30t (A WL BFF 70 A 25 SR AR — 25, AT TR
FRIL T0901317 #3h LXR J&, AL FAEFE RS, H LXR #3051 T0901317
Bz LXR WFER, W@ T ABCAL MRIA. B3 T0901317 #3h LXR 5,
ABCA1 MRIEWEE 2 8m, AL RER, 5 DMSO HAHL, Bshd RV
BYE, AERAEERITEE . SHEAAMEL, LRAREREEYL xR
HAS %2 . BRI T0901317 s KIh)G, ABCAL MRk tHEE 2 1
T, T0901317 &7 7 53 ABCAL F ARk %2 5] LXR MKt i

W I AL S 2 H 2 REAk, B BT Ay il A HLE 22 Uit A 1R 2 F . dndL
PRI B H U BRI AL A . RN U AR A
R RAR X SRR il T 22 U R T 5. 2 — o ST R Bl ML (IR 2 IR Sl 2 N T
LJG ST (96T LA R RS0 il i R AR R F o S A DR 1 25 R AL N it H
A B R 24 BRI ] DA U P AL 1) 51 RS AR50, A7 S50 S G2 i it 41 4
IR B, a7 iE it KR Ay iR, @it HE. Masson ¥eafijiik, KILEE
R T SiO, IR, 0 i) B . FEREROR R R, Rl RAE 30 R
b, KIS SOEA R RN . BB IR R, 2O, P4l S5 4 4k
FH O IR 1) 2 I8 SR B AN A () B (AR i v 84k, IF B AT 2 TR AR VE 2 TR IR G R
), Du Sitong % NJEITE /N R, RIER AT B, EER
fla 1A S R 200 10 1 R R 1) 45 oy — SR TR IR 2R AR VE 4 (mtROS) (1Y)
i, WD T BRI A TR AR IS AR T AT, DR AL
WS B IR T R A0 TR 1 3 s ek A T o S SR S IR T B A T LR g T
. Sai Linlin 5 NiEid Wistar KM, ik T S ACRER K BT AL 2
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IncRNAs FIA A4k, HAH FH FRE S 5 X REZH A R SR T T . 45 5R R, &
T AT S5 682 4> IncRNA (300 AN LA 382 N R HIRIE KAk
A%, IncRNA P78 o] B e i 8 745 K 5B o Th e 2 DR (1 3R OB 7E — S Ak 15 5 B il 41
Utk R IEVE IS, (Rt BBl A AL AR 75 B — 2D B A S R

22 LTk, AFERAIEAREST T LXR. ABCAL £ SiO, 55 (R 40 i 7 f i
TAEM . TRl SiO, 153 VR Al B (0 A= 7= i F2 b, 3 ek 25 DR 30 B8R 1 g =4 o)
LXR. ABCA1 WHFEEHMKIE, 4R FH ox-LDL fEAMEA L Z R, MR
L, HUILIRRARIE . @SR A LXR S EFREEm, KI5
S PN B R, YRR DU R . FR VAR AN 1T O RS iR FE AL 1
W70 s B — 2D R .

1.4 &g

1) LXR. ABCAI1 7£ E W 2 i st 1t v A 4 e rp ik i b o

2) R Si0, AlEId A LXR. ABCA1 Fi&NE ox-LDL -5 140 i fig i
RGHEEL, PR, =55

3) K LXR N LB, K ABCAL @it K LXR #E A .

4) PPARy-LXR-ABCALI 15 518 % 2 5 3R il 5 W20 B i vk 1k .
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1 LXR. ABCAT1 f£ FUWEH M5 A 40 B ik ks>

2 i Si0, AliEId EAF LXR. ABCA1 FikNNE ox-LDL 55 (40 fig AR
AL, PR, =50 E AR .

3 JE[K LXR N _EJiF, JE[H ABCATL @SR LXR 2/EH .

4 PPARY-LXR-ABCAL1 {5 ‘51l ¥ 2 5 = il 5 v 40 j i ik 1k o
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PPARY-LXR-ABCAl 5B SR RARHEIX R

2.1 By BRI E A SMA IR

ANt A2 E TR HAMR N AT B AR T 51 I — R P HRA B « X— R A
FEI BB AR 7 A 4 R R 2 TR T (R A S D B TR R I 1 A 1) 5
S AT E S EN JTJUE, AR (RE DA REE R ESTT AR BoR
HRMP AR AR i B ) 19 468 1], 2017 4l RIBRME YRR s 22 701 1), AHECT 17
FEALE N 27.46%, 2017 SEAHIKT 2016 £ FFE T 14.89%, MERIEYE LRE
14 R P B9 N B8O i B, ABAREATTA T 5 N2 AR s (R R AT AR
TR, e S E ) H AR E AT A R o B it 2

2.2 FYRHRY & AL RO S5

1 fil 2 i 55 S5 o P (1) — P R , 2 R0 R RN B A 1 — R
Bl JORHLHI MO E A, T B — IR S AT PRan i ik . A0 7R M,
TE AR AR RS AR T, B M Eobl BOE BB R, ER BRI AR
B0 M2 B — 2840 TNF-o FR PN 7 S ECRIE M KA . KA 21 R N
SR it R AR R IR — A M R AR I (T 4 . B R4 R 2 [ A7 A2 5 R IMIK % FE g
WA (LDLR) , 2l AR R IR A . Bk 20 1) I o A QU 7 2 AN 1 it
AR R R B G E E AR o IX R AU RS ETAR RER 2 T BURE TS A 11 48
AR 1 L-1) « AN R 6 (IL-6) « AIAER 8 (IL-8) LR JOAELN
PRI, T 6 58 PR PR -2 i — 2D R 58 R S B 3 BT T AR 2 L

o Il P R A e e 52 22 P R 3 A LR (R A0 72, T il R T AL A7 7E
R, HArFEG YRR, A mEEub, G2l Erka
FfE LA, RERRIRE A Ut AUMLIR 72t RIEEVE 2 UL, (B M AR 58 4205
X, HBRZHBWEIT

LET JUAE IR d, Xiao-Long Lin,1,2,*"V% A & 80 M (15 75 . Western
blot. PCR, FFFEKI T FGF21 "JLUEE ERK1/2-PPARy-LXRo 5 5i#EK, T
W ABCA1 HIZRIEAENA B EEAMA, 10T AR T B, TR TT H i s AR 25 L
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P ol R It a7, SREE T — M ER T RE

W JUAER, KT Ml AR AL AT 70 BBk 4 Th B VR . A AT 5838 5 K B i
fiAY, JEid HE. Masson Y775, KIBEL FHE T SiO, MBI, il
=R . EARRLR R, FRARTE 30 RAIHT, oF il 98 A A W i R o
BEERY IR R R, HAE, LF4EA0 LR 5 41 A0 O3 DA 119 304 F IR HH AN [9] fg 5[]
AR, I HEMZ mAETE 2R E X R, Du Sitong S5 A\l &/ R AY
FEAETY , B 2% R gk B W, S P i v R 2 B ) R PR ) T
i AR R LR AR T VRS (mtROS) (BT &E, /b T Sk i gt 4m v
AR NE A IR T ARAETE, AR I A ST B A DR 1 FGE A DR -1 1) 40 A K
U SR RY s (K67 SR T HLEI AU AT A . Sai Linlin 28 AJEIT Wistar KR fili
RAL, BEET T AALREM K RIMAL T IncRNAs Rk 284k, FHA8 F R 51 5 06t
M B KRB EAT T OB, S REW], F 5 T Z 2 bEEn] 33 682 1> IncRNA
(300 A LA 382 AT FRIATE KA MAE, IncRNA AR AT Ag i 3715 K
F T I B B TR () A 7E SRR S IO I 4F 4k i R 4E(E AT, Xu Tiantian %%
N8 57/ R A AL AT Si0, Ab PR )i - fz 41 (HBE #1 A549) A TGF-B1 #
Wi AT 4E4R . (MRC-5 F1 NIH / 3T3) FI40 R T #F 2 miR-326 (KL,
R S B8 9% 6 DA B R (BN IR 45 J5 9043 miR-326 7F A AL RE AL BE )78 BRI 2T 44k
24 R, T miR-326 IR IEIE NN T — S 3 I il 47 44k
Li Nannan 2 )BT ST E (ASV) WA e /e, It — 2wt
FHKXS TGF-B1/ Smad3 {5 Z @ FE LG, a7l KRR, H RT-qPCR 11
TR a-SMA, IR I, RJE 11, Smad2, Smad3 fl Smad7 Fik. HHTHIZER
FAEI a-SMA, T BUEJE, T B4R AN p-Smad3 25 [ LA K p-Smad3 HIA% 53 i s 2
H 5 ENZEEA I Smad2, p-Smad2, Smad3, p-Smad3 Fl p-Smad3 HJHEH. mAHE
H ASV A DL TGF-B1/ Smad3 15 58 B4 — A k155 5 00 il B 41 4k 41 i 21 4
e, WA RS I U T S 2, CERY IR AR AL T, AR Ak
DLE WA Ay = BB AN AE,  TERY T (9 28 0 v o R

2.3 BRI

VL RAR FACT LL B 2 A UEVE LR B e 51 Bl s K s A A0 1) 2 i A
16T R AR 5 B0 Fk A s B 1 e A L 2 2T B BT IR R LA IR T R IR
JI T ABRE L K AR K R SR B . Th e REEANSENIRITIR, RLRMAZFR N7
23 /N R PRI .
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5 0 e R VAR AN R ) EE BRI — o NI R TR 55 R AR g
HHZMA (LDLR) , £ EHi&1:. LDL &5 A8 5Kk LDLR 4
G, BENIEH BARBNEAR, 1Mk 40 2 0 I T 2 AR . I8 RS2 R A Z 40
P I 5 A A e A U, DR T O IR A 9 N B T A 88 9 AR X e b 5 B
JRKEEM, R it 22 0 4 i oA RE S 2 A T A R
50%Uh b, RS EEEMBIE R EVEAN R R A R, R A S R R A
T BHE EAEMMER kS5 R RRERSN, WE4EAE 1 (IL-
D« H4iNE 6 (IL-6) . HAf/ R 8 (IL-8) HIHIEIAIER T o (TNF-a)
P IIEMMRH T, e TR, W H, IL-6 5 TNF-o S8EhEk#s R
T %5 0 400 i 2 T )35 38 Ok 2 4k B s DRI o< 45 b, AT DA H B RE A A
W SE AR E B G B (ox-LDL) JERGERANA, 74 R MRE -, 1 20 X AT
ox-LDL, #E—25 sy sk 4n i i 2 22,

2.4 5ERKEHEXNZ A
2.4.1 PPAR G SUCHIBEGIAIETAYIEIEZK)

MR R IGE  BEERK T, 7~ PPARa, PPARB I PPARy —FhiAY,
PPARB TEFFAMES B iR KR BENRINTER P-4k, PPARy 7EJG 7 4H i v A7 il =M ik 1
W HL(PPARy) #2175 g R AT i) 25 B i 5 A 12201, PPARy 7E Y ELWE4H i
MR AR . 4 e 2 FE AR i M2 B B R R A Al Ak S B B ZEAE I . PPARy
WM AT Xt M2 B SR R AR Ak R A U RS, PPARY (3K B VA 1 B
Eimgam f i 35728, PPAR 366 R A A TR RBUAE i AEL T 90 52 AR S B 7, 23 FRLAS Ak
FRIR, AT 2 MR .

242 LXR (BF X Z15)

BRI LXRa F1 LXRB. LXRa EE/EF. B, /Mg, BRITAL. EW
M. RIS R RIE; LXRE WIFEATA 885 LA SV RIAP . LXR & AH [ EEl
IR 2 A ELE ELVR A B IR [ B AR S i G BE . A R BE LXR Al
3 [ I PR R 40 i i R R 9 1 s ik O AR R A [ i DO R LXR &
ik, JIHEEEHE 2 HAR T BBk PR AL A . LXR X T4 A P R 1 D O
P EE R N FE AR R T SR B, HEERE N EdE ABCAL LA K& ABCGI,
LXR i B ABCAT D [ F2 A (A FE W e, (R gt AR ] et v s i B2,

-34 -



243 ABCAl (Z=BERIREEAEEIEN AL

ABCAl —MYIHEE A EH, & ABC HIZEABFEM A, Ml
] 4 I 2 B v B PE IR R, T 1 15 e 2 7 L R ] e %) R R A o A R O
HEEREMAP, ABCG1 8= /] SEGUAIMIL R A 57 400 2 A8 35 6L 40 &8
&%, 33 5 e B ik 5k FF B 4L (atherosclerosis, AS) I TE i 5 K B . L ATP NAETE{E
HEH P RE [ B 2 8RR A-1 (apolipoprotein, apo A-1) , FALH % E
MR, FMEITEEIIRAIIE Y. B e ek L 2 LD ox-LDL AR
I ] S T RS VTR R B, VR 4 A S Bk A R R 2R Bl K SR R A AL 1) R AR
AR B SCBE,  JE I B0 PR A 40 P D RE B 0 BURT,  E R4 i
MTEREEA . AR, S R HE UGV PEGE A 30X — I AR g IE [ 0 )
3z i AT o B 1 S B A HLAR PO, ABCAL I ABCG S bt 2 i 1)
KM, ABCAIL B ABCGI 7E B W4 i o (1) 3 148 3G 2= (e 1 AH [ B 48 I 2D
TR I EREAR R, B ABCA1 BIRIE AT LA AR 40 B iG JiT ARL R, A
TR 15 L [ 2 F) 2 A s B s R A AL PS4 @t 3] LXR IRIEFR(K ABCAL I
T, A P (0 AR R SZ B, 3 b R R ) B R,

2.5 LXR-ABCA1 S#9BHEALHBERY X &

I I 200 i AN 52 PR s ) B B RN, ox- LD A 26 1 L ] e 7 ol g o ok 4 i 142
1 5 T P A 00 ) A R A R R ) LR L 50%, AT AR i ik
o1 P A=Y ZERY I K A R R, Zhao Youliang 25 NI4T & FIAE 5 1 1% i
PRBERE, M1 BRI e 51 R e AR . EMIR R e, M2 B
i HAUE L . RAEANR 1 Qg R FE A F-a AT A3 (IL) -1B A1 IL-6 7E
RIEHT B RIRIG N, TPt R4 MA ¥ 1IL-10 fELAF 4 RIA WG N, ok, W5 R
STAT ({55 H S FHIERD M IRF (FIMFRTTHE ) F5EKSE Tl
T ELR A AR A B R . BT L, U] B RN AR AL SR R R R AR AR )
FISG, il B R0 f e Y i o e 4 YY), Zhang Zhao-Qiang %5 A I 857 K R
YRR, WS I E R AR B AT SR I, AR Il AR ke ()t AR e 1 A
AMAEECEA P in LA S 5 R 40 B 00 3% Ve A AN IR R (K38, 8ot e S A A R 4
n, GRARL G RAR LR R IE R W o B AAT Y i e i A v B R 4 i 2
RIS BE R A T A8k, 1X 5 & JE R AN A8 R IR ) S Fe ik A5 201, ik
IRZ Y s R I 2 — A eI e, WOER I EE TR, R BT i g 4
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PRTERCE B T AR . SR I 4T P A s P e e R R 3 T S A
i, Chen S %5 N LA R AR VR R A 1 T A S 00 25 SR L7 It v B v 4t g+ ox-LDL FJiH
[ Pt 7K S Bt 7 it 4 0 36 v SR 3G e s, 2 ML IR A RE FE AR LI I, (F v oA o B LA
LIS, RS R RN Si0, BE St R0 ) A% 2R P, 1X 5 A S iy
— B gt BB BRI X SR (LXR) FRUE X 41 it A o AR
MBRERAA i EH, BERIEDIRIMAIER, 8BRS O N B 178 £E %
#HP2, Venosa Alessandro 25 ARF 7 & B, 835 S T g B 63 AR B 40 AL
T . ABATTI I AL EE R B NM 75 5 1R IR o2 A 3 A 5 3K 3 s 24 P v
MM R, ATRESEHTMA%EMr KRB, Xu Yanyong, % AN 5 K 3L,
microRNA-34a (miR-34a) & 5 W40 i fH [ BE AR AIEIL AT ATP 456 Gftiatk
[ ATP &5 & XK A i 1 (ABCAL) Al ATP Si45 &V XK G ki
(ABCG1) i [ fiH [ B4z i OB I 971, miR-34a 0B X 24k o 7Y
M1 Al M2 EVEAN kAL, XEess BAER LXR-ABCA1 75 H [E B3 e 3] 1 &
FRIEAPY, Gungor Burcin &5 \EITHF 7KL, HSP70 (R ) HEMEM
fil LXR B3 FAHEAEA, 30 LXR A HE mRNA (7K, 5 FECE BT IH[E B
SRS R AT, S ATP 45 & & E A AL M GIPY. DL IR ERF 5T
SEFORBRATIE T LXR-ABCAL {5538 1% X6 1% il 5 0 40 AR v K A A F I e 34t 1
TRAT I L

5 £ L e L Wt T O 2 S v R 400 1) e 4 B PR L, R Bl o AR R AL
IR AR R EEER . KAMRTARE AL, 12 IR E B S 2 52 2] .
ATP Zi&5 8z HEE Al (ABCAD) GHIEHIH ATP KA ) AE 5 e H [ B 7 2005
A Al (apoAD M.

2.6 ByRhiRTT RV R FH R

ToVR A ARSI FRORIT TE 45 R A BE A, 3B LA L SR B SR 06 45 R A BE L
MBI — 228 (5 3 £ AR TR I AR LR, RO T S T R TR R A, E
G i B R R B 45 T R Y i ANAE TR _EgR— 2L R B R K

2.6.1 IMLFHEALRIETT

Feng Feifei 55 Ndid i v A9 Jifi K SRBSBURIE 0 R P20 1A 4525 RAE ] T —
FAEES S B - (EMT) M A K FF-1 (TGF-B1) / Smad 55
W, R T B RERPT, Zhou Qiang & NiEid — AR M 7 Rt
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SN, BEFUR I PolyG CREEHIRM ) 7 LA Rt K y-H2AX K&
HE, IR AR S AR A B s B o 5 A R AR SC U BE ERL (Bl Collal A
Col3al) HIZKF, PLASL4ENMRHER o-SMA MEIEE AR, &3 T 5
LFAEAR AR T, Y IR T 3R A 7 B (I T JRAT S e s 1 5 A i 4 2 e
T AR AR T R RRE AT AEAY, L rp RN 81 I 308 1) — A e Al s v, 5 e 4
MEARIR e RAETE YRR, He Xiu 5 AW KB KT EB (TFEB) #5415
T R Bl A AR P R AR T DA AT AE A . R i R 1 24 3 2 e 4
A TFEB m{{R#8 A& W% T TFEB 1 3RiA 8L Tre (TFEB WUl fIHEERE) 167 51
IPTE T RIPLRIER, NIRITRY IR AL T B 585, Chen Yingying %5 A id 4
ANSZIG IR I T JURRAS R RIRFI 40, B &t A A3 5T miR-155-5p AbFE ATy 41
WrEE R NRP R IBRER o &8, BRI E RN BT 440 s, IR
BRI 4L, Xu Tiantian 25 A M microRNA )4 FE i & WF 50 & B miR-326 13
I ININIEAR T AR SR AR YL, O SRR S EF AL IR T S
PRI BT, Li Nannan 2 AR 7RI EEHAF (ASV) XHRY il e 4 4 41 ffa 1)
TER, B ESIRYIGR RS, 3 H ASV AT HI Rl 4T 4k 40 i Hh i SR 25 1 3Rk A
RV A i e 4k, JFRA TR L 4etb e, wTRES TGF-Bl/ Smad {5518
B b Smad3 R SRR ER AL A O, ARV IR 9T B T OB AE TR A R g 1T
Burmeister Rachel % A M S A0HE R 5 H Ok, 18 I BiF 70k B0 5 (v ] DL BHL Iy
LMP, FH ] LLEERFL cSi0 7 FHIFFMES, X FEAT DU R ATA E ML B2
TR i (1) 2 A B AE RS i R A BRI 481 P 25 SE 20 NI 15 Ik R, AT 11 AT DU
Sk bS], Al R AR SRR R PR, R AR il B R 4540 B ) /). Liu
Hangqi %6 Nl 3T e B B Bt R A PL A 4E i Dhe i R AR 5K R kL T
Kaempferol (Kae) ZKuili, @ AVIFHIA, MBARIHFH Kae #IH] T A
SRR, AP IR IT AR EE TR R RS T R 2R
BT EA TR S R N A SE B0 3745, AFRATERME TIRZ R E Bk . AR
ZAVE# 14 Sun Jianling £ N, @I 40 2] 70 21 196 BilRY Il EE . ARIFEARF
WETT T B Wi, XTRRAE 108 Bldezhu s, 1h0%, “PRaSEwE R, W
0 88 WL H HIATT LA EEAA A B O N- LB I IRIATT, BRI
577 CUBRIER 5 £ I~ D 22U P A R e i I R I PRI T T R8O Rl by il S 3 1 A0
JBIFERE . AE LA TL-6 A1 TNF-o [FI7KF5E 18 il 1l A va T 7 IR A . L
XSG 25 SRR T I AT 4EA T TH R T
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2.6.2 BEETT

FEARZ MW FC R B, AR5 TR iR 7742 T AL RO, VAR
NIE I T DL 3 B8 S SR e it (1 T A I RE i R TR AR 21 T ARSI B i
ML, FFESH MG T BRI G R, E TRY i A R AR 4 &
HEAARE MR THNPE, RETHSMELS R RN, bR, H5E
BUAR I S s% 71, A3 NGB 50 R I 2 H 2] DL 847 il 8 PR D] 5 B R il ) 3R
&, REMARAIESE T LT A R A, GE T ZhEE, XA AR T
BHIRCR . RICIC A NIE I 0T 70 AL L 2T AU 2 oh, iz IR SR Y
A VLA Rt /b it 2H 23 e 10 2 i R 5 R P RV Bk B R D5 T A5 3 T AR WL
BOR, BRI ST RS VIR, A RO0RESE 1w/ fifi2f
AL R FEHEREO, B NI SR TE S R AR IR H IR S B 2, Eikm
PUEEALRE DT TS 1 BRI ok, XSy it 2 ARG R ORGP o 2 FEUE SEAS
TCERLAL ) o 24 R LUEERY i R 5 A e fie A R BT S5 R R BIAE T, — 2R 253775 LK
7050 FRE AT LUR BR GF 97 &%, IS 22V 500, wT DL $2 il A b
Ml (145 R A Y i B ISR RE T, RN 1 R AR R A R R . AN
fiiips £ A AN R AR AR, DL BRI 7 38 5 et 6 s J8 3 O fii il &, I
o IS R SR L AN Thae . iR T WA AL I . FERY M R 2% Fe
RIBERE T EI ANZIE B W 2T e i R A, SRROCCEE B W U K BLRIR N2
PRI ) AFERS filt (0 5 A2 8 e rh il EOR R Dk, K 3T DAY/ i 2 2R Ji P 2
&, EFEUEhE AR RE G, SeE A RN, AR b i 2T 4E4e
FIERE . Yu B ANBERURIL, NSl DL 3R 7 R BB URAE A, @
BEARILE N BB A7 S SZAR RIS, A RN G T AR IR AR o e — SR ) 1
] BE TR IE LR i (X0 5 e bR o 35 m] DU I PR — SR JOE I 1 3R TA R 250
1 it AS R e i 21 Ak o X1 e S NI I 9F 70 R A B RT DLE R B M = R 0
B, I EH BB RE R i E A S PURA TR T ERYER, RS T
LT AR R R . IR Z NI R 2R 7 Wil , 1 el B e h 224, Al
TERIN, A NMEBLEE - ARG . e — o NI LUA A, 1
PR 2R bR, AREMARIE ESCILZG R . JE1e WU — AT H S B R TT,
SN T I HNERIR R R R R . GRa KB RV M INER R IR 2R
T ESTAERERR, BERN, ERAEIERESERE, RAERRER TR
BRI S E N, MXAE TR IETT ik, P25 B PR IR A 19
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o AR A R N RO, ERE L TR A S R A BV E R OR, AR
IR @I SCIG S T HT I R RE P R IR 7 7 .45 AT LU IR T IB OR
el & 6 R ol NS i BUR ) S &2 B i B U RE27) s Wil 23]= b= P PN, [ = b R i i
G TR iR PR T RE SRR T I R A R RO . R A AR ik I
BN ES S IR YT T, 85 o B 0 M AN 2 DL KA T S F R b R
HELE T R Ml R A R

2.6.3 BIRHFH R IER HiATT

FCHRE A6 HN SR8 Y EPUEAS H (2 0 Jit e i 5 S St ok i@ e 4 i An, [
b, RZ2 NSO T AMUNER R EZ RN 5T AR TR A 44k, A 20 T
1 [t PR I JRE S FIR 7R T8 il (R A 5 [R5 AN T BRI R S E AT #R N 38 A il
WEFHRREAIEHE LB R %, ARSI FhERmEge. s O iR
WP 3 v DA B D RE S A5 o X 6 I RO R R AR e TR A FRAT T X6 iy s S8 25 10 AT
RIT R EIR R BBEASER, Bk, FEIGR T, FRATA IR TT Y A S (R i,
IBTT I RIESC BT I RRERN R X TRATR GRS HEE . RGEE NS |
FH 4 B 7 VR B S I R s il A BV T A AR KA S B e i il N K
A G SR R MET%E, T LA R 75 55 DA R AR A 5] IR S TN R R TCHE
AT ESORR E I B0 B0 514 2 USRI A BRI 25 AT BB IR TT . AL
SRR NSO, 2Ry il NG & B ZE PR AP, AR RT DLE R 51 7 X
Wl o PR, SRIBUE MR, TR A N PR EFIR SR AT LA BRI
B R L b NG S -a) /728 WY ) L A = 22 7S 1 AN a9 = B/ i D
Bh—Se AR T B VDU N R Rk e A5, DA BB B SRS 5 e o 3¢ 5 2
3 R WP R SE M DA B L UL R IR A P R B B PR A7 o il 5 i il Rk A% AT
PABEAT A RR IO, R AT NS S AT IR A I — R o LR A B
MINBAEARWIZE T, W6 R 2% ) NECAE AN BTG, FRATTEE X Ji B SR L
B, BribBm )t — Pk, FRRET AR RSB
2.6.4 Hi A ERATT

MG IBRIBLEIE T, &N T BB AF MARIE B3l it it 2 A2, 3502 ORI I
N RAEMIEGEZR 1A BE R o FRA K& Nl i it &2 7 i 28, e 2
SR MCRIEPNE AP i O RE g @ N IRy s E=RE A Y/) > G A TN Ty U WA LR S W2 (AN
JI e W X 2 A AR SR S B B AT X PRE R R 2T, R
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Jiti S E WP T RE,  RE R AE SR SRR R R o 1 I RS AR 3 R SO AN £F
Yeft, RZW B ERE X RANT . B REHEYT, 250k ™ =1
R B LI KR il £ 4y R IR RIS ae 2, 2 2 MR SR & LAl AIE
7R i RO, 383 B 2 A S B R A =/ BT HE . R R/ BHE, 1 R
AW ERTOHE SRR, RIWH S Z 8RR G L AE S I6IT Rel8 W&
I PR, R A NCEERY il & RIS e B 100 61, 5 ma ol o0 A4l
KARSZWBNEIT 7%, REGE T EH W RRET . BT
HERTT R RTZ T IG R A A 2R . AEAR 20 IR I JRE 18 s L 2 1
BN L. 2S5 NI b It & I 18 1 PHLZE M St B e S Y 60 191 23 I
W AWM, FBEFEIREEI G ) e 2 B R AR RN VR T Y il Jf: 1 4 [ 28 418 it
Wi, WEIE TG E (FVC) 28 1 B HJJ <& (FEVLD) . FEVI/FVC,
1 BHAPRAER G IEEBUHME A 2 (FEVI%) Z5fabr, KIS I8k
SR B NI RY il B R L A AL, B O RS L BEE
IDE BRI Fr IR YT, R IR Jit 56 5 I T R A BT O, AN RS R R AR 2 A AR
AR, DL b e s g £ SRR g g R I I IR AS PR T AR UF I B . BEAE AR
NIET SRR i B3 FER e A4, VD SERE D M R A IR B AT A
T, RILAE PR R SR8 H, B B DI T R e, B I R R
781, Zhang Jing % NIBRE XS & B X A4 R BEICIA 1K) 149 BIHY fitios 28 AT [l i vk
W, AE 149 BB, XA OB ERRIG T I A 70 B, BB oA
BITI 79 B4 & QB BR AR AT 720, 3@ A48 R B SRS & 2 Bkt
IR AT HE] TGF-B1 Al MMP-7 (1354 Sk Be5 1% il 2825 (1 i o) e Az 2h i =,
TSR I AT 2750 Liu 8 N0k B A Bl ms s 1 f 3 X g3 S i Sl
A N\ HGF cDNA H#ifk (MSCs (M7t 41/ /HGF UH4ifEKET) )
B, ERESE=REEIKNTES MSCs / HGF, #IE N2 x 10 (6) 401/ kg, EI7
JEANAH S AN AN G SRR B W, IR IR RR B Bk, CT #
IR, FEEA 12 ASFIBETHAR], e 10 45 R DR 45 5 995 A A 0 3 s
X B PR ITVEA B G 1 1Y it 58 2 (e IR

gx LRk, H R R LA TR I (IR I7 S Bt A A RE T . R 2iA
ST RABRETES . PABEIRIRIT IS HEARRERIETT W B SR K Ilidh
B ERMESNG . Mgy e e . PR e DA D RE SR AR . B T
U — S S S VL E VR DL () 78 TR 4R 1 e R 55 . PR I AT A — 5 AR AR
B A S XY il (I PR IR T 24 AN AT DA 4R SR A A B IR VA 9T 7 2K
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SEA] AAE J5UA 5 SO iR I At 2 bk — 20 25 BB el AT et LUE 4 1R T ik &
IR il S LT R -

2.6.5 By RfmBIIARI R R E X

TEve AR SCALTIBIF 75 1) 7 5 HE RIS 2 T8 Jok A5 R 10 2328 SRR I R Mt 431 114
R R, FRATAAE AL VR Ay W 8 2 1K 77 27 v B SR I R R, AR
F& WARYE b Al emy Bl i R A o RO AR EE ) 7 FRA TS5, (SOREEBIF 72 1 S A
H5E . AR ARSI 58 9 it IR B e il — N TSR i) b . EBRELAE
AR A L RS AR RS AME R4, B, TR SO A 5T
A EAE— ik . ACEET PPARY-LXR-ABCAL 15 Sl Bk R0k L 2 51 fifi
JeIBARHE, e BB A il A 2 HL 2 0 i — A, RS ATISRIR 45 IR, AN
7] S50 1) DS it 8 8 mhoR ) e ae v %) I i DA @4l O e, [FIREAESE W
SEVORMM, BHIRTRE S SRR AR DL B R ER TR AR
IR AR R, IMRRIE E AR Py It s i e R St T AR i) B B« e PR b i 2
TRV A T AT RS0 5 6 3O 3ok v P R ] e o] SR B % A 288 R 44 e el s N BRIV 97
HRT DAES B R A7 B9 TT RO . MARIE BB (b it A, MRS AR 1) A 2
ZERY 9 1 R FEHERE . PPARY-LXR-ABCAL {5538 % b 1) 52 4R 7G AN 7] (1K) 37T 2R 75 5k
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