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FABP4 X}l 2 b5 'S Kupffer 4l NF-«B {EAERIRAET RS0 *
MooME! REER? R w2 ok W2 OEXR! Egret
(1 PR35 R 2B TE 2T 40 JLUERE AL N R B 795 710054 52 25 Z 72 R K24t @ P AR E B AL R B2 78 754 710038)

S B AT R I8 A IS B 8k 25 A% & (FABP4) 5T g % %5 (LPS)#% % Kupffer 2m it (KCs )NF-xB i % 74t = K 45 B 69 %A .
Fik A E B kS B KR KCs, 3208 1x 10° 247 F 6 3L, M A2 5 Uik 24 h, R )R JE g % #5(LPS,0.5.10 #= 20

ng/mL )43 24 h, 2 & & = RNA, i it Western-Blot #| NF-«B i %% & & ik T A6, ) JA 3¢ 58 £ & PCR 4 IL-18 #= IL-6
mRNA &k %46 ; #) I RNAI U3 KCs FABP4 % ik | i@ i Western-Blot e 3% 5%, 2 & PCR 4| & 2+ LPS -5 NF-«B i ¥4 & 1049
# v ;4 #) A Al FABP4 4n i B - ) i Ao 1% 5% & L 38 FABP4 9 &% | i@ i& Western-Blot #e 3¢ 2 & PCR #:m) 3t 5 KCs NF-xB

B Fe KRR H R, R LPS AL 45 R AR Hieh 5 X,(0.5.10 ﬁa 20 ng/mL )+ % KCs FABP4 mRNA #= % & # £.3i& , A
20 ng/mL 3 # B 2(P<0.05); %% FABP4 7T vl 2 2 & 35 LPS(20 ng/mL ) § 49 p-p65 Fo p-IkBa #9 % ik , A% X 5= ML B F
IL-1B #= IL-6 # £ 34 (P<0.05); 5% # FABP4( 10 ng/mL #= 20 ng/mL) %]k 24h 5 , 464 B B 9 F p-p65 #= p-IkBa 49 & ik , 4T
¥ g B F (IL-1B Fo IL-6) #54-A.(P<0.05); #) A 1% 5% 7 L if FABP4, T VA % %% -F p-p65 #» p-IkBa #9 &k AR ¥ 5% B F (IL-1B o
IL-6) &4 % iA (P<0.05), o # BACF] NAC(10 pM )L 32 , W) B 3%, 55 S 2L w2 (P<0.05)., %518 :FABP4 /-5 7 LPS #|i% KCs NF-«B
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ABSTRACT Objective: To investigate the role of FABP4 on LPS induced Kupffer cells NF-kB pathway activation and
inflammation response. Methods: Liver Kupffer cells were isolated from SD rats using gradient centrifugation. Isolated KCs were
inoculated into 6 well cell culture plate with the density of 1% 10%/mL,then were treated with different concentrations LPS (0, 5, 10, 20
ng/mL) for 24 hours. NF-«B pathway activation was examined through Western-Blot. IL-13 and IL6 expressions were detected through
qRT-PCR. Then KCs were treated with LPS for 24 hours after FABP4 knockdown and NF-«B pathway activation was examined. Further,
KCs were treated with recombination FABP4 cytokines (10 and 20 ng/mL) or transfected with FABP4 lentivirus and NF-kB pathway
activation was examined. Lastly, KCs transfection with FABP4 lentivirus were treated with NAC (10 wM) and then NF-kB pathway
activation were examined. Results: Exogenous LPS (0, 5, 10, 20 ng/mL) treatment could significantly promote the expression of FABP4
in Kupffer cells on both mRNA and protein levels in concentration-dependent pattern with most obvious at 20 ng/mL (P <0.05).
Knockdown of FABP4 could significantly alleviate LPS induced p65 and IkB phosphorylation and inflammation factors (IL-18 and IL6)
expressions in KCs (P<0.05). Exogenous FABP4 cytokines (10 and 20 ng/mL) treatment or transfection with FABP4 lentivirus could
significantly promote p65 and IkB phosphorylation with IL-18 and IL6 expressions in KCs (P<0.05). And NAC (10 uM) treatment could
significantly alleviate NF-kB pathway activation and inflammation factors expressions in KCs after FABP4 lentivirus transfection (P<
0.05). Conclusions: FABP4 is involved in LPS induced Kupffer cells NF-kB pathway activation and inflammation response.
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JE: 35 20 At (Kupffer cells, KCs ) & LB 4 0E A 1 23R
K& PENG 1H: E% (Non-alcoholic fatty liver disease, NAFLD ) & i
HIRR R IR . KCs VR IFEAY A S diffl, ZBjif NAFLD
(R SRR ANAE Y A AR K HEHT (Insulin resistance, IR )&
NAFLD WP~ FZEAHIE o BIFSE 3RIACA, = ek & A A i Y
FER MIEVET NAFLD, LPS JE2HCHEUR R T, LPS il i55:
KCs {4k, 33 NF-«B #5607, LR SE 0 IL-1o IL-183
IL-6. . IL-10 Fl TNF-o 559 G, o5 & IFE R0 IR, =3
NAFLD %A= il KCs DyResiae BPE5IBE KCs mIA 308
LPS 5 S0 15 , b7 1k = BRI & 5 | 2 NAFLDPL,

HE 7 R 4% & % 11 (Fatty acid bind proteins, FABPs) J& — 4
[ RIS (AR 2Bl 14 000~15 000) UK 25,
HAFF MR, BHHTLZIA 9 F FABPs 1, f§i % FABP
(A-FABP/FABP4 )7t NAFLD %45 "1 (I VE 52 2| E . FABP4
FEAEE TN AN S B AN, /N4 T BRI, LPS
753 0 2 M 0 5 BB TR B S 80 NAFLD /MR, 3 &
FABP4 T %31k T KCs,GdCI3 gL 1EEH ) KCs 7, it
LPS Hfilli#d 2 = IR K & 4470 FABP4 K357 FABP4 W] i i 5%
Wi AR 3 B 5 E N, 25 BE A 56 1) TR (HCHE LR ) £ L
il i — 2

I #R 5 Fi%

1.1 EIzhHY

AUAEHEME SD KB, SPF 44, 4 300 50 g, It H S P04
KEEFIREN ol ST L 5 DU ZE R R 2= S Bl ) (e 3
A,
1.2 A F

LPS IV #I 5 J5 il #1 Percoll 43253 W4 [ Sigma 74\ & ;RP-
MI1640 ¥5 32 3R M3 H Gibeo A H] 5 & RNA $#2HGA T
&I H QIAGEN AF]; REE AN & MZENE & PCRIXFIIY
H Takara 2\ @) ; NAC Fil RIPA 2L ) BT 38 = K AYA
FRSTE] 5 2 P 0 1 550 Rl R 4T 1 570 ) B MCE A /] ; BCA
B E SR G [ Thermo 23] 5 SDS HE R FL UK R &1 A
Rt A A PR F];CD163 £ SikEhi{AFil FABP4 £ i
PUMR I H Abcam 23 F] ,p65 . p-p65 . p-IkBa Fl IkBa HT A1 F
CST A #] s HRP #Ric (94T —Hi i H CST A F] ; Alexa Fluor
488 pRic Il P b 1eG —Hill H AL h 2 & W AE Y H AR A R
] DAPL YA i ) B VTR 38 = RAEME AR B RAF ;. AR
FABP4 4 i Al I |1 R&D 7\ i) ; FABP4 1255 5 F1 FABP4 /)N
T4t L & A FABP4 (452 .HQP005072) . & i, FABP4 (15 % .
RQP051590) . 7 B, IL-1B (4% 5 :RQP0O51122) Fl K Fl IL-6 (4%
5 :RQP048925)5 ¥4 A ) M E REA PR AR BI1¥FHI W3 15
ECL & I B ZETA A7),

% 1 PCR 5|45
Table 1 The PCR primers

Genes Primers
Foward CGTAGAAGGGGACTTGGTCG
Rat FABP4
Reverse CCCCACCATCCAGGGTTATG
Foward CCTTGTCGAGAATGGGCAGT
Rat IL-18
Reverse CAGGGAGGGAAACACACGTT
Rat 1.6 Foward CACTTCACAAGTCGGAGGCT
at IL-
Reverse AGCACACTAGGTTTGCCGAG

1.3 SR EFMPER

13.1 SD KFR KCs #8 $EFMEE  KCs N EiEHRSH0
FESCHRY, 343 DAB YL ta G Es o ihRic CD163 M 74872 . 43
B KCs 1552 48 h )i, THALMCER AN, HER0 T e vt/ haE
(2000/ 4~) , M BE 5 , 22 58 FH R %2 3R 51 % 30 min, PBS Pk 3%
5 min, G G IR ] 30 min, fil—$t (SRR CD163
Z DR 1:250),4°C it 7, PBST Ptk 3% 5 min, fin —#i
(Alexa Fluor 488 #ric L 2EHi %k 1gG 1:200) = i H 2 h,PBST
WPk 3% 5 min, DAPI 4% 30 min, PBST ¥t 3% 5 min, Hi9%¢
PR Rt b, SR SR A8 AR T e,

132 @pmEER 0B KCs 318 1% 10° 8200 F 5L,
NEEE S, 43 A Lipofectamine™ 2000 %% 4t FABP4 /N3 H
XF BB AL, 1 mL Opti-MEM Jill 2 wg FikiAl 5 wL Lipofectamine™
2000, 5694 16 h 5 , S IE 5 B SR BB AT IR S A B, 180
YRR ULIA 5, R 24 FLAR, &:FL%H 10000 40, GRESS
MR MOI(E R AR L, TR ARG #E &, 1 mL (&
ZINA 5 ug polybrene, # 4% 12 h J5 , T4 1E #4573, Fr 40 il

£ 2 80-90 %J5 , 75 A 25 cm? USSR, i@ A RS R E AT
Tk 2-3 J, @7 B g 38 A\ FABP4 (1) KCs, i@ i3 qRT-PCR
1 WB IR R IR TR 250

133 ELATSREE PCR (qRT-PCR)  SALBIE S IF U A 40
I, 4% B RNA 4000 St B, 4 4 Mo 2 RNA Jf € 2, PBS
YR =R, A 700 L QlAzol, Z iR & 3-5 min, AT Y 4L
SURAML. A 140 uL G057 R IR GERZE S 15 s, iR
& 3 min,4°C 12000 rpm 25.0> 15 min, Y4 FJ2 FI5Z) 350 pL,
T 525 pL Jo/K B, % A AL, 12000 rpm #5015 s, FEUEW
HA 500 WL RWT, 12000 rpm 2.0 15 s, FUEW , A 500 wL
RPE, 12000 rpm E.0> 15 s PEAMIUR, STUEH, A 30 pL oK
i RNA JLHE, BB UK S RNA, 207 1:100 (9 H ), e
RNA 2 200 wL Jf 2 &, M ODagaoo SF%5%2K ] Takara [ %
S &, 10 WL 1R R (6 pL JCE/K 2 WL RNA Jii 2 pL % 5%
Mix),37°C 15 min,85C 5s, & 4C/FHUHEIA cDNA, ik
3-5 f5AT T — 2 & PCR, & PCR {K RN 20 pL(JGHE/K
6.4 pL.cDNA 2 pL. Fi/551%1 0.8 pL il TB Green 10 wL),
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PCR [ R =401, H) 95°C HiAstk 10 min 95°C A5 10's,
60°CiE k 20 s, 72°C 7l 15 s, GAPDH 1F %,

1.3.4 Western-Blot  NFLARIFFRIFUCAEANM, e BAR (HH2HL
R A UL, SR E AR LS T i, R VK L #RE. RIPA &
24 TS I AR BB TR B H157 . PBS Yl =Kk,
A 100 WL RIPA 2 vk 246 5 min , F1 F 4 &S 4,
A 1.5 mL B4, S S min, B ZY# 7-8 ¥k, 12000 rpm
T 4CELG 15 min, WRE BV, BISHEEEE, A 1/4 & 5%
loading buffer, 100 °C 2325 10 min, K & AR HEIT AU
WIEAT o ARIET S UL AR H] 10%m ke, FEFLINA % 30
pg A, PRGN 40 mA, TR B I 60 mA i R F
TFHEIrE: (25V,35min), 10%BEIE 4033 IRE A 1 h, hn—3¢
(1:1000),4°Cd %, TBST $£% 3% 5 min, Hl HRP FricHife —
F0(1:2000), 237 E 2 h, TBST ¥E¥% 3% 5 min, ECl H A G

Ui B 477 38 (20X)

CDh163 (40X) E

I 8¥24hf5 (40X)

DAPI (40X) F

W5, B-actin fEHNS,
1.4 GEit=a

FIT A AR A SPSS13.0 3R #EAT G200, 45 8
FoRN xt SD, #H[A] HL#E il One-Way ANOVA il Dunnet’t
K, P<0.05 NERBEAGIE L,

2 BR

2.1 LPS #li# KCs 3i% FABP4 f91EH

TR RE G IR 3 B KCs o MERER) AR 52 IRDE , B
24 5, w4 M S AR 7Y, DAB B (8 5 R Ak, CD163 [
PE (B D)o 550809 KCs 7323 X IRZA A LPS YR B4R 20
(5,10 F1 20 ng/mL ), 13 24 h, Z550 W R AMIEE LPS J3 , i
% 3 58 Lk BRI 1) 7 30175 FABP4 mRNA I 11 (9435,
LA 20 ng/mL ¥ B fe W] i, 488 NC 2 T 14 45 (181 2).

(40X)

Merge (40X)

& 1 931y Kupffer AR R RER L

Fig. 1 Cellular morphology of KCs and immunofluorescence

A 20-
g %
Z 10-
g
: []
ol ;
NC 5ng/ml 10ng/ml  20ng/ml
B
LPS(ng/ml) NC 5 10 20
FABP4 e

Practin WM D

N
1

'S
[]

N
1

Relative Protein expression

o

LPS NC  5ng/ml 10ng/ml 20ng/ml

8]

B 2 SMEE LPS FIi#4 %Y KCs & i% FABP4 mRNA(A )FIZEH(B), *P<0.05 vs NC
Fig. 2 Exogenous LPS treatment could significantly promote the expression of FABP4 in KCs on both mRNA (A) and protein levels (B), *P<0.05 vs NC
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2.2 2k FABP4 3¢ LPS #li# KCs NF-xB = 2@ BiE LR GE
EFRIER I
FIFH siRNA L IhEifk KCs FABP4 %35 (& 3A f1 B),

RT-PCR &5 7w, iEk FABP4 J5 ,LPS $ili# KCs %0E 40 it (5l
FE S R 2RSS, [FAT NF-kB i J& 4 p-p65 1 p-IxBa 3
At (] 3C [T D).,

A, B NC SsiFABP4 st
FABPY S SRS  © o) ——
Z 2- E
; *k il =
E 14 - é
& . 2 i
-actin - % 0.0 T
0- T B - NC siFARP4
NC siFABP4 = 59
C O ne D F *
8- % B3 LPS(20ng/mi) £ #
s B LPS(20ng/ml)+siFABP4 LPS(ng/ml) — 20 20 E N
o siFABP4 — — * e 4 .
g £ 2
< * -9
: 4 p-IkB W SN S B ﬂ lil
4 oo S 3. [ []
2 . M LPS (20ng/ml) - 4+ + R
0- B-actin NS NN gE— siFABP4 _  _ 4 =

IL-1B IL-6
3 siRNA itk KCs FABP4 Ri%(A:qRT-PCR;B: WB),**P<0.01 vs NC; iLEk FABP4 5 & 555 LPS %l KCs Fi& IL-18 #1 IL-6(C), LA RIH55
NF-«B {5 518 B&iE (D), *P<0.05 vs NC;7P<0.05 vs LPS Fili#ZE
Fig. 3 Knockdown of FABP4 by siRNA (A :qRT-PCR; B: WB), **P<(0.01 vs NC; Knockdown of FABP4 could significantly alleviate LPS induced
inflammation factors expressions (C) and NF-kB pathway activation (D) in KCs, *P<0.05 vs NC; “P<0.05 vs LPS Group

2.3 i FABP4 3t KCs NF-«B BB B L A A EE F R XM
A

25 N FABP4 41 5 (10 ng/mL Fil 20 ng/mL ) 4
24 h, #5958 7R ,FABP4 0] LIvk BEMRH A 7 iS5 KCs p-p65
il p-IxBar 195535 L8, [ W] @A E IL-1B il IL-6 195, 43
SNThE 2y T A5F 5 A5 4) s R FINRG 22 L 7E R Bl KCs 13
U FABP4 (323K (8 5), ] LIS p-p65 Fil p-IxBa 93
ik, [A) B HE IL-18 1 IL-6 (193834 (18 6 A,B); M 45 T NAC
(10 pM) AbFEJS, ATLLEEAMH] FABP4 55114 p-p65 FikAl
IL-1B.IL-6 (5 1L 6 C,D).

3 3ti8
NAFLD J2& [ 4155 R0 H b B8 14 P45 5 PR 2 R 80 14, LA
IR Ve S 0L A 90 4 7 725 S 5 S ARAE 1 s PR B 45 S AE

CJ NC

A H5 B AlPE R 0T L B RS 4 R 95 4 T % (Non-alcoholic
steatohepatitis, NASH) . JFREALAIITHE, JE05 AR5 UL A% 12 i
o TERKIESETE Jr AR E SR, 3 N NAFLD IR0 20%~
33%, & [ NAFLD &% 254 20.9%", F 5 S K K& A%
AR, Bk B R 7 B Bl ek AR A 1) S B R 2 —
FABPs {5 40 1 BRI FEAR , 2 5 4 4 i i 12 At
W. BT FABPs KIEAHE 9 4 EL 5 (FABP1-9) , AN [R]E B 43 Fi
TEAN R A 2L LRI 40 Md . FABP4 SUFR i fIs 7 41 g 70 FABP
(A-FABP) , N H 28 TR 0. B 40 oAb ad f b,
FABP4 k01 & 13, Al FABP4 nf LA NS IR b ZE A AN
[ 2l a3 PPARy 55t 359, FABP4 ] LT i 2 iU
fi it (HSL ) , 1 7 4458 i i ok A2, 0 ) FABP4 1) i 17 400 i,
AR FH BH S 08 550, 136 B FABP4 7 )i 15 41 il p A 5 A1 A
g R R AR, N, FABP4 ik 925 14, v] fig

FABP4(ng/ml)

>

B -
101 @ 10ng/mi _ 10 0 £° * 0 NC
= / s S 2
g ] El 20ng/ml o T A g * = 10ng/ml
i m ? o El 20ng/ml
S 64 . =
5 B .qm 5
E 4 o - £
: p-p65 % . : & 24
2 2 (it S5 de’s s
3 =
" p65 — K]
J @D
&~ 0

IL-1p IL-6 .
B-actin

p-IxB p-p65

& 4 ShE 1 FABP4 48 AT E F 4032 KCs {2 3 NF-«B {558 B (A ) FRIEE FHIRIE(B),*P<0.05 vs NC
Fig. 4 Exogenous FABP4 cytokines treatment could significantly promote NF-xB pathway activation

(A) and inflammation factors expressions (B) in KCs, *P<0.05 vs NC
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FABP4

204 B-actin

NC Lv-FABP4

©
1

Lv-FABP4

o
1

N
1

Relative Protein expression
S

| | i

Lv-FABP4

o

& 5 KCs #5t FABP4 (85%F /5 FABP4 RKiA(A:qRT-PCR;B: WB), **P<0.01 vs NC
Fig. 5 KCs were transfected with FABP4 expression lentivirus (A :qRT-PCR;B: WB), **P<(.01 vs NC

IL-1p >
Relative mRNA expression
s e s
*

w

<

NC Lv-FABP4

*

s

hd

IL-6
Relative mRNA expression
»

NC Lv-FABP4

NC FABP4

pivs ol

[KB - a—
p-p65 m— -
P65 - —
B-actin . —

©
J

-]
1

£
1

N
1

Relative Protein expression

q ]

p-p65

o

p-IxB

=
C . 3 NC D g
. | B Lv-FABP4 Lv-FABP4 — + :
B L\-FABP4+NAC s
£ 6 NAC — —  10uM w o=
= \g 3 4
: P65 > 2
Z 4] pp —— - - e
: 2
2, PES M- W a— -
2 )
& . & o4
B-actin " —
| eaBrs — + +
IL-18 IL-6 NAC (10pM) — — -

B 6 EiF KCs FABP4 5Ri%, B ER R AEE FHIRIE(A

)#1 NF-«B @B HIiEL(B), *P<0.05 vs NC; TIZ5F NAC 438, AT L 8B 21855 FABP4

BRI EFFRIE(C)F p65 & (D), *P<0.05 vs NC;*P<0.05 vs FABP4 LiF4H

Fig. 6 Transfection with FABP4 lentivirus could significantly promote inflammation factors expressions (A) and NF-«kB pathway activation (B) in KCs,

*P<0.05 vs NC. And NAC treatment could significantly alleviate inflammation factors expressions (C) and NF-kB pathway activation (D) in KCs after
FABP4 lentivirus transfection, *P<0.05 vs NC; “P<0.05 vs FABP4 transfection group

S RBUE ML TR R . X FABP4 5 Qi 25 & 1iF
(metabolic syndrome, MS) ) HF 57 & B, A8 5 I AE BE AR 1M 7%
FABP4 /K LU IE A AN RE R, O SRR % AR 25l
23 I 2R K IR B IFE A2, FABP4 JKSE S it T MS Ay 2 &
AU KL, A 25 18 1 FABP4 AT VE S MS BT AE W22 b
2P, NAFLD 5 MS SCR%Y), H 2 H0A 02 MS TR
f)uo FJL/I\I [] i i B BIF 98 N B & L NAFLD & 35 JiT ik
FABP4 mRNA FIf§EF FABP4 7K F-H4% 14, 1fil il FABP4
TRV 55 TG A ) S FRET AE AL AR BE TEARSCM, IR & MS 12
TR 4 R B LAY . FABP4 520 %) MS #9464 i, il
figf2 IR JR BTN SAE A% LR 5 . A MS a2 i
C- J )W 3 [ (C-reactive protein, CRP) £ FABP4 ¥ &1 &5, H
CRP Hil FABP4 5 {kE 54 (Body Mass Index, BMI) Fl J% [l 5k
FUMG, XPFPPREY S8 A IR t2 hEAEE 19, PRk,
FABP4 3 RGN N2 MS BT LG 24 hrak, #illH] FABP4 3

Al R MS ACIHFEEEL. ARERFST & B, PPAR-y 387 71 v] 1
Jin 2 BUBE GRS A\ FABP4 mRNA ik | 8 & 4L )9 FABP4 7K
- K0 FABP4 [ 430, J A 25 T (@R iAo Ak e, i
PPARy Jx FABP4 ik, H§W7 4141034 5 PPARy &
FABP4 mRNA LA G B, 4niid it 253l FABP4 1)z
fie, LR HIIE RS S S A B A SAE SO, AR RE IR |
2 MR RIS | Sh KRR AL 25— ZR HAR I B S RE P90 & 43R
SRR . B5E & B I AR B W SR A FABPA-/- /NS WT /MR
ISR B PR T R R v, TR B i — RO RRAIG, AR &
Az IR KBRS , NS 4 v 7R JC TNF-o $63%07, FABP4 fil i
LPS s = ik & s AR I &5 A, il 3 5 INK F1 c-Jun JE
R AR S5 KCs 1 RAE RN, 230 ] FABP4 3l T i
JIEA 005 5 T4 FABP4 5 INK/c-Jun [B] (1 R 5 A G o

I, [ W 200 i [R) E v25 55 35 FABPA, 75 BA % 200 i 1) 55 W 240
Moyt fEh , FABP4 Feik B i 71 &, FABP4 2 E AN 52
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9 T RRY B ELE Y % FABPA-/- B 40 L A Rk 4R
TNF-o IL-6 IL-1B F1 MCP-1 Z5 20 ffd 5 719, 41, FABP4 it
AT DL i 4 ] PPARy-LXRa-ABCA1 38 F& A2 #F B I 21 it i [
Pt A LR RV TR ML A TR ™), FABPA4 3@ 3 5 INK il i [A]
T AP-1 Z[AIIE 5t fitit LPS 55 i L B4 i 985 S
IR SRR ANM R F-A ALY, FABP4 BEHEPEAN I BMS309403
il 5 FABP4 S 256800, W LARES: 2 FUME BRI 8 ik ok
FEAEAR i fre™

KCs 2 HFIER E g0, 2Bt NAFLD 1) 5 2240 41
a4, SEARESS , I8 R TR 5 DR K B A EAE A AR A
PEWNFEZR IMUAE , LPS i fk KCs J& NAFLD & IR 315, 8
o A R 4R TP A IR, Sl AbsE A ok as AR
DU AT LA dnb 25 A0 o M T 15 5 1 i A TR R 88 T K Cs T A
Matsumoto K SF (Y5587, 75 MCD 5 (/) BUIE Bt AT 4
RERh S5 TARR IS |, I 18 pE RS JR B s, IR, iR
CD14 FAM:RY KCs #H0F1 TLR 23k W W RS, DXLt , JFAE g
ARPEFIEAE I b 25 AR it Bl KCs Dyfgaksk £
PRI KCs n A 30 LPS i SR8 %, B k= ARk &3]
# NAFLDP,, — )5, WAL i KCs Befis fi & KT g 5 TR 1B
R RAEH MR P, 55— 7T, KCs 16 AT LUGE o Bl
IL-10 SEHU R KT, V0TI IR 18 (%) Bz 20 M R s 1) s 200 i
FISAE W, (K, KCs 7£ NAFLD [f] NASH 3t &5 72 b 43
T HER A @, HALH A KCs A9 40 AR AR A (M1-M2)
AR o FEERAEE N G T AR I 9, M2 #R Ak Y KCs 1 2 i F
NASH £, M1 WAL KCs 81 Bl IL-1 Fl IL-6 25 9848 [H
AR TR N 5 A8 AT SN, T M2 A% Ak ) KCs T & 47 4t
RAEH . BFFEE R, 76 HFD i SA9/NR NASH #8456
M2 #R AR KCs fnb 25 I P AT S B o (R, M2 # Ak KCs
RERZAEE M1 B4k KCs A4 LE T, 10 & ORAP 0N 7,
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