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EB2E5EZHE T Chemerin/CMKLR1 &2 #1% Kupffer 285
NLRP3 RIiEMZ B/ NRIEEBERER

R R LR AR B AR
(1. ERF\IHRE ZARERESA 401123;
2. FREA K F W H = ERA A 100010)

(=] Br K3 Chemerin i 4 & @ Jo (Kupffer cells, KCs) #§ X # 5 & £ s & 3F /8 45 B g 5 BT 7%
(NAFLD)#tE a9 4E A AL b, ik 2 A ABRBEIE -8B irh NEZHFEEZHN THALER
Chemerin 4k $Mkl # 89 KCs 2 h, A B & & I 4k A48 Jr 09 C57BL/6] s R 12 B . K Js . A A B B2 %, 9% B I X 3
(ELISA) A ) 2m o, L i ik B o 7 4w BB F K F 5 R4 8- R &84t XL B (RT-PCR) #o & & % 7% 97 & (West-
ern blot) & 5 A 4 m 4k A s KCs F B 494 F 4 mRNA fe & & k& KF it F D RAER T EAFA0N ) Kk
Tt e EET S E L HE 26446 NAS#HESFMN DN RFERBE EREE, R LZEZFEZAEY
Chemerin-KCs 3% NAFLD #£ &y & & . 40 Jio L & & A= e 7 F @ @0 A~ % 1R (interleukin 18, 1L-13) #= IL-18
89 7K - B 4K T % 3 ] Chemerin & 22 280 3% & ¥ 1% & A5 4 & 20 ; Chemerin @ j&, % 4 (CMKLRD) #= £ g2 N 48 3
# %4k %& G (NLRP3) ) mRNA F= & & £ % 9 BAK T £ 2% A Chemerin & 22 KCs &K & £ 4% 3 B§ 4% £ 69 ) K.
B Il B AR R SRR A 8 b R R R F R AL T S AR AL MR Sy F AR 0L L) 4B AR IR B 0L BT DR RS B 35
HENAWREZ HFEFLEY NAFLD A DR ELA R, &8 B EHFFF4kidid T CMKLR] = NL-
RP3 4 R kiR 32w 3 M5k 2 ik F o IERS B5 E Ae KCs A5 69 KR B,

[x8iR] FEBEHEEBBIT ;T @I ;B 2 H % % ; £ 14K ;Chemerin

[(hEESES] R575.5 [fRiRE] A [xEHS] 1671-8348(2018)17-2279-06

Wortmannin inhibits the activity of NLRP3 in Kupffer cells through the Chemerin/
CMKLRI1 pathway and relieves nonalcoholic fatty liver in mice”
WU Mingbing' . ZHANG Wen feng® ,GONG Jianping® ,MIAO Chunmu*”
(1. Department of General Surgery sthe Second People’s Hospital of Chongqing Liangjiang New Area
Chongqing 401123 ,China;2. Department of Hepatobiliary Surgery ,the Second
A f filiated Hospital of Chongqing Medical University ,Chongqing 400010, China)

[Abstract] Objective To investigate the role and mechanism of inflammatory response of Kupffer cells
induced by Chemerin in the progression of non-alcoholic fatty liver disease (NAFLD) in mice. Methods Wort-
mannin was used to treated on KCs which pre-treated with Chemerin in vitro for two hours, and treated on
C57BL/6] mice which was fed with a high-fat die. Levels of cytokines in supernatant/serum were tested by en-
zyme-linked immunosorbent assays (ELISA); mRNA and protein levels of KCs' Chemokine-like receptor 1
(CMKLR) and nucleotide oligomerization domain (NOD)-like receptor family pyrin domain containing 3 (NL-
RP3) in vivo and vitro were detected by real time polymerase chain reaction(real time-PCR) and Western blot;
changes of mouse weight were recorded;insulin resistance and glucose tolerance were detected;the severity of
liver steatosis was evaluated by HE staining combined with NAS score. Results The levels of interleukin 18
(IL-1B) and IL.-18 in the KCs and mice treated with wortmannin were significantly lower than the KCs treated
with Chemerin only and mice fed with high fat diet only. The mRNA and protein levels of CMKLR1 and in-
flammasome 3 (NLRP3) were significantly lower in the KCs and mice treated with Wortmannin than the KCs
treated with Chemerin only and mice fed with high fat diet only. In addition,changes in mouse weight, hepatic
steatosis, liver function,insulin resistance and glucose tolerance were much milder in mice treated with Wort-
mannin than those mice fed with high fat diet. Conclusion Wortmannin alleviates liver steatosis and inflam-
mation mediated by KCs via down-regulating the expression of CMKLR1 and NLRP3 in high fat diet fed mice.

[Key words] non-alcoholic fatty liver disease; Kupffer cells; Wortmannin; NLRP3; Chemerin
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HAT 2Bk 2070 JRE A AR08 1 i i 9
(nonalcoholic fatty liver disease, NAFLD) [ X [ ,
NAFLD J& ¥ PR 9 = 2 A B P &R . o J2 18 1k 1T F
J Ry TS ) FE B R 22—, IR 4T 7 B i S
fifig (free fatty acid, FFA) FllJi§ £ ## (lipopolysaccha-
ride, LPS) § I\ Ay o B Al 75 K5 P4 5 105 1T 1o A 99 65 4
P 05 PERT 9 e As i e B A R R . ERX A R
Hii 75 40 il (Kupffer cells, KCs) 4 5 1Y [& 47 4 95 S b
WO BR8P 1 BT IR 28 AE - die 28 3 AT 40 i 45
15 BT £ 4 A6 B BT A b 55 AS BT 306 11 5 28 4B
I ] KCs A5 09 TR IIE 58 14 52 I 7T 22 fiff 5 2 A 3
R B 107 T 1) A TG P i 07 P 98 T 78 Y R

KRR FMEkE 257 NAFLD
#EJ& of 2. Chemerin & — F B ZBIE LW 2 5
NAFLD # J& (g ¥4 b 8 1 2 —" . Chemerin i& 7] fig
T 3 R 9 M A AR A A A R B g A S Y AR A
" Jedh . LPS AT b8 W2 i % 1 Chemerin £
% & (chemokine-like receptor 1, CMKLR1) [ &
55, U, Chemerin 22 5 ML 48 1 BB v A% 1 35
ALY AT . (HJZ . Chemerin J2& 5 B 5 KCs UG . LA
Lo HCAE Bl AR TR VAR 105 1 Sl RS M AR s 1 R
¥ AR R TP RO A AT, H A AT 4

TR T W i T JUL - 3358 98 Il CPT3ICO 41 1f) 591) o i
EEA W R D A B RES . (O PISK i 57 2 15
A AR KCs 355 19 R SN 22 NAFLD #y it
Ji&, HRIT M AR . PR A B S0 A T PISK 410 ) 571
B2 % & £ (wortmannin) 1§ [ T & 4 i 4t
Chemerin ZbF ) KCs B8, DL X IE 7 95 NAFLD
AN RL il ik KCs i 3 [ A 9 S i AH 56 2 H Y
254k, WF 5% F iR 3F Chemerin 2 5 NAFLD #F & 11
BL .

1 MR5FE

L1 h¥yy ARSI R C57BL/6] /N (4 J& 1%
13~15 g, KPR 10 3K T 8 PR B BL R 2 8l ) 5 3 vh
o /N B IR AR BAT B 1 18 5 J 390 Gk Sz i XU &
VO b, ol A st E POk Brf 50 BA
KR AE 275 B IR B2 K E S A T 2 D Ao
VLR BT AT 30 B /0y BRR #8428 4% & 3 48 B 2 R G
MAE .

1.2 5 LPS(L5293) Mg 3K F 2% [H Sigma 24 #.
R85 R (S2T5) K F L [ Selleck Chemicals 24
7] . Chemerin 7% M B 43 Chem157S (SRP6002) FiI [V
T J g (C5138) Iy 3K T 36 [§ Sigma 23], B H 4
M4~ % 1p(interleukin 18, IL-1R) B B 6 7 W% B i 36
(enzyme-linked immunosorbent assay, ELISA) iz 5]
& (EK0394 ). Bl Chemerin ELISA it # &

EREF20I8F6 AHATHEFH 1T H

(EK1330) f 4t B-actin Hi{A& (BM0626) | B i & 1k
Py AR ic 1 5T % 1gG (BA1050) A1 RIPA 22 fif X
(ARO0102) ¥yl 36 T U L8R e Al . Bl 1118
ELISA &7 & (C507380) Fl % [H 5] ) 77 51 ¥ W 3% T
g T AR A El . BCA 2 Ak I 57 &
(KGP902) 1 #8 ff % ECL fk 2% % Jo ik # &
(KGP112T) ¥ LI PR AW H AR A7 . 5 RNA
B F & (RP5612), cDNA g # 53k # &
(PR6102) Fll 5 ) & & B & i 5% =0 ;2 i (fluorescence
quantitative polymerase chain reaction, FQ-PCR) i
& (PR7702) H TAL st A FE e LR A v . B
$i CMKLR1 $i & (ab199603) | 4t 4 4 /MA 3 KE32
&% [ (nucleotide oligomerization domain-like re-
ceptor family pyrin domain containing 3, NLRP3) i
& (ab214185) Wy 3£ F 3£ E Abcam /& F]. % ¥t
caspase 1 plO(6731) PR K FEE CST ],
L3 ik

1.3.1 KCs#£H5H3% KCs oM HS% R
B LT S 43, B C57BL/6J /N B Z ik R AR
B S5 LA B T B JF 8 2 8 TR B IR DL A2 8%
i B PR T Bk . 5 mL B R 3R 2% wh il (PBS) £
IV K A 98 3 U S W) O R L R K . AR S Ui
BHFALEL, IFAE 0. 100 1 IV 78D i Jir it 93 10 T 8 4 41
21, Z 578 37 CAKE P iHAL 30 min, Frf5 Ry ALY
it —A> 200 H B Uk P g 2 5 F ] % AR R
OEaiAl . a0 AT B R A DT R 4k 2 Ok By
Ir - BUE PEHUGEE LA RNA,

1.3.2  Chemerin FI8 2 % % R 40 H it KCs 5%
B KT Chemerin J 525, BI KCs FHHH EE e HE 1Y
Chem157S(0, 150, 300 ng/mL) 4 ¥ 12 h j5., FQ-
PCR FI4E [ E1C i (Wester blot) 43 Hil#:1l CMKLR1
1 mRNA 58 1R K8 KF- AT 5 28 52 560 10 4R F v B2
MW, X TR S HREM SR, I KCs g8 #H
2 (100 nmol/L) AL ¥E 1 h )5, - Chem157S Hi
W12 ho WS AN B R BRI B RNA AR
HH,

1.3.3 ¥ S54b3 20 H C57BL/6] /MRS M 4
M,/ 5 A B AR HE R 3% 4 (standard diet group, SD
S BN BURE R DL IE ) R 5 B R S 7 R R AL
HAWORLD MR EFHERO.7 g kg '« d DK
FETE S /N 12 J 5 i g iR A 7 2 CHIFD 25D & Bl B
TR A D RL (24 20 8 BT 41 0K A6 & WA 24 06
RV W 5% 5 MR M BHA) SR 45 5 R 85 & R AL P
(TRE 41, B/ BB R MR DA e i AR £ [m) s AR s 3
MESFHERO.7g-ke '« d D12 . BEFH
RURA M S % VISSER %5 ({4l iE ., 1 4h.



EREF 201856 A% 47 5% 17 B

SD 1 HEFD 4/ Bl 4 2R DA s 3 55 45 4 ) A4 B UK
12 VR R IR A4/ R T 12 )5 NGB AR SE - i
AR /IN BRI 37 LA ARG 00 JHF 2 i A0 4 e PR 5 o SO A 2 R
ALY 85 KCs FIHEAT AL 414K
L34 A 0EAN RS Rl A R st
B, & /N ERAS B 8 h, & R U W A B (1.5
g/kg) . TEBRE R L. BN RS | 4 b, 7 R TE
SRR 2R (0.7 TU/kg) o 3 5 76 7 % 08 50 5 28 1 5
J& 0.30,120 min YA /N B JE bk » 1) 4 485 5X
A ASCAS: TN i % 7K F
1.3.5 ELISA {{5e M ShfeRi A LUK I 1L-18
I TL-18 7K P Ay T VR I 375 7 B 20 20 ) ) 7l
ELISA &5 &M & . LRI Chemerin (9 ML » H
VR B R O SRR Y 50 24 05 R T B ELISA 3 &
M7 . ELISA Kl oy K iy Br AR #5841 247 4% 2 IR
B & U B AT B AE . ANBUIF S B AR N TR A
F4E B (alanine aminotransferase, ALT) . K[ &
Wi 23, 5k 7% 74 fifi (aspartate aminotransferase, AST) #l
=P H il Ceriglyceride, TG) H 36 [ U 50 & 4 { 3 2E
A3 B AR
1.3.6 FQPCR Kl  KCs(1X10°) F f] & RNA
FEBGR ) & 42 B4 AL & RNA Jf 9 22 v B 5, k17
eDNA % % 3 52 % ¢ B 20 uL 2 W46 % (1 pg 2
RNA.10 pl. Reverse transcriptase MIX,1 pl. FQ-
PCR 51##1 ddH,O) # 47 50 °C 5 min,72 C 2 min
R, BF HEAT FQPCR:20 pl (& R34 10,0 pl
2XPlus SYBR real-time PCR mixture.0. 5 pL. o
F1#(10 pmol/1) 0.5 pL FHF51# (10 pmol/L) .
1.0 pl ¢DNA #iAR . 10 pl ddH. O, W 2% 1 K
94.0 C,2 min;94 °C 15 5,60 C 155,72 °C .30 s,
15 AS EIR N . e » A Uk AT 5 i A

9 ANCt— o[ By g — M —c1%))

CMKLR1 E#E5| %% 5'-ATG GAG TAC
GAC GCT TAC AAC G-3", Fi#iEs1 W F %) 5'-GGT
GGC GAT GAC AAT CAC CA-3", K/NH 192 bp;
GAPDH L i 51 ¥ ¥ %) 5'-AGG TCG GTG TGA
ACG GAT TTG-3", F#51 ¥ ¥ %) 5'-TGT AGA
CCA TGT AGT TGA GGT CA-3",K/NH 123 bp,
1.3.7 Western blot #:l  F RIPA 24 i #k 24 it 21
MR A F L ok ) BCA YA 2] Bk 208 € i
SRIG - 1000 1Yt o8 e ik R - 2R P A4 T e 68 Jsg vl Uk
(SDS-PAGE) ¥ H f 3k : 100 V, 120 min, & 17
FEHR 250 mAL 110 min, SRS . F 500 B0 B 05 4 =
T A TN B A R 2 4 (PVDE) I 2 hs —41 4 CIRH
16 h DA b s PVDE B 5 )5 - i BoaR i 48 A W 8 b i
WEi A 1eG P RBEF 1.5 h J5 . A ey
FOCECL) g7 5 . & H 2k E &0 H B 50
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JKEEAE 5 HH R B-actin 257 JK B AE AY LU LRI 4 H A 8
FAR A 3k 5

1.4 Biil2hb B8 SR FH SPSS18. 03 ) #5417
Giit I R ORI L T s R, 240 A AR A
PR 27 2243 B CANOV A 195 201 [ia) B 558 SR 8 ST R AR
t K%y, LA P<<0.05 25 S et .

2 % R

2.1 Chemerin i &4 KCs RIE/NMERIBE  H
JE W (0~600 ng/mL) ) Chemerin i 12 h J5 , &
&b KCs ) CMKLR mRNA Fl 4 1 /) £ ik /K 7 76 b
% Chemerin IJE FFE ML 5. 1HY Chemerin 3 &
FF+ZE 600 ng/mL B, CMKLR 9 mRNA F15 [0
FEKFEEBEATIE (K 1A.B) ., 24 300 ng/mL
A9 Chemerin J# KCs B}, 40 ffd I35 = TL-1B #1 1L.-18
K- 8 5 FE R KCs, H NLRP3 Fl caspase 1 pl0
HEARIBKFIY & T IEH KCs(E 1C~E),
I VR B2 300 ng/mL ¥ Chemerin A 5 2 (440 il 3
KCs i1 5 | B2 58 E /MA B 1) 2R

Chemerin 0 150 300 600 ng/mL

fractin WIS - < 0

0 150 300 600

A Chemer in (ng/mL) B
500 800 a
2 Chemerin 0 300 ng/nl
40 —~ 600
K S 400
@ 200 ©
T T caspasel ;:v10-20><103
= 100 = 20
0 0 ﬁ-actin- -43><1()"

0 300 0 300
¢ Chemerin(ng/mD p Chemer in (ng/mD) E

A:FQPCR 4} #7 Il ; B.E: Western blot; C.D: ELISA Z: 7 [ ;¢ P
<0.05
1 Chemerin #§ S50 KCs ZE/NMEHHE

a

EESHER - I ’ a
IChe’:erin_ = + + %ﬂ 9
A = a4
o
sesset o1 SN~ ®
E
= 2
e R ©”

- +
Chemer in = = # +:

o
A3 2 0=
st T W < 0 5wy
B

A
800 1 000 a
a
800 800
:\E :\E 600
2 a0 2
= % 4004
1 T
-
= 20 = 2004
0 0
EE2EER - EEEER - L +
¢ Chemerin  — - * 8 D Chemerin  — - + +

A:Western blot; B: FQ-PCR 4} 7 [l ; C.D: ELISA 43 b7 [ 3+, P<<
0.05
2 EEEBHEMB B Chemerin F A5
KCs 2 E /M 49 80 iE
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2.2 REHFHRERMEH Chemerin i 3K 5 KCs &
KE/MATEOE R E 25 % R B Chemerin-
KCs, H CMKLRI1.,NLRP3 fil caspase 1 pl0 ff] mR-
NA 528 [ 8 &k KF- 0] B AL T 58 ] Chemer-
in JCAH . oA i bE b TL-18 # 1L-18 K- B &
T ) Chemerin J32H (& 20, Wtk & 2
H AR A H B Chemerin if5 & 4 KCs & AE /M A
RO
2.3 RBREHHREMSIRKESE M/ NAFLD
HED 41/ LA 5 i B 25 7 SD 4, 1 WOR 25 /)
AT B B AR T HED 4, i /= T SD 41/ iU (]
3A) s HED 41/ BUIFERS BW] AR T SD 241, WOR 44
/NPT 509 B /= T HED 4. % T SD 41 /) K
(8 3B) ; HFD 20 /)> Bl i % 0% it 52 68 71 5% ik T+ SD
H/NE T WOR 20 /)y B 7 4 it 52 68 00 Wl W & T

. a 2
0 —— 0. 05+
CRES 0. 04+
m]m(ﬂ am 0.03
B 0 5o
= =
EE $ 0. 024
= 1 0.014
0- 0. 00-
A SO WOR HFD TRE B
159 = 8 -
S Sl
E 107 g
B <D 4o o
% 5- - IR E 1= WOR
% =+ HFD g -+ HFD
-+ TRE -+ TRE
0 T T T 0 T T T
0 30 120 0 30 120
c BFiE] (min) D BFiE) (min)
3 <
= =
3 2
E F
2.5+ 4 - a
2.0+ Y
< 1.5+ R )
51.0- R
= % 14
0.5+ g
0.0~ 0
G SD WOR HFD TRE H SD WOR HFD TRE

ETHREF 201846 A% 47T 4% 178

HFD 44, 1fii B &k T SD 4/~ (& 3C); HED 41 /)
R 5 Z 1 52 B8 J1 K T SD 4/ BL. 1T WOR 41 /)8 B
i 5% K i 52 BE W B/ T HED 41, 1 B 8% F SD
ZH/NEL (B 3D) s HED 4 /N ALT, AST. TG #i
NAS #4381 & 5 F SD 41/ B, i WOR 41/ B
ALT.AST.TG #l NAS ¥ 8] @K F HFD 41, ifij B
BT SD 4l/MN (B 3E~H) ; HED 41 /) BT 4141
JI 7 A5 R4 0 A0 f SR AR I B 2 F SD 41/ R i
WOR 21 /]y B2 208 195 72 11498 i 240 1t 2R 4R 24 0 g /b
F HFD 4.8 2 £ F SD 4/hR (E 3D ; DL Bk
SHHE G E X (P<<0.05), FlHESHERIT
o R ek M 1 /0 B, R H  ER /0S BROR J o L 4R
T 45 550 BT RE (ALT  AST Al TG) , 9f H 2 f#
JH 204209 R 177 722 1 o 5 W i 5 KL

TRE

A AR SBT3 B AR B0 BT 5 C o/ BRI 4 B 0 52 B 0 2007 5 D« 3R & Kt Z RE I A3 M E: ALT3 F: AST3 G TG H: NAS #7435 1. HE % f55°

P<C0.05

H3 EBEEBERZEMREREFSHN/ME NAFLD
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8+

£ WOR  HFD TRE .
s M=
oo R - -
X 0
#® A
z 2
z =
e 110x10° g 5] L
Bﬁa‘:tln _ X106 s
SD WOR HFD TRE
A b ¢

A:Western blot; B: FQ-PCR; C~E.ELISA 43 #1455 ;2. P<C0. 05
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g 8

8

1L-18 (pg/mL)
Chemer in (pg/mL)

8

SD WOR

HFD  TRE

S WOR

HFD  TRE

SO WOR

HFD  TRE

B4 ESTEXNMHSEREESHN KCs HENMBE

2.4 REHFZRIWH EIBREHE TN KCs RAE/ME
s HFD 4 /b B KCs #f CMKLRI1. NLRP3 #
caspase 1 pl0 (8 A A mRNA tHXf £AEW B ET
SD 4,1 WOR 4/ KCs ## CMKLR1,NLRP3 #l
caspase 1 pl0 f{2E 1 F1 mRNA AH X 2 1k 5 0] A% T
HED 4.7 & T SD 241 (] 4A . B) s HFD 41/ B IfiL 15
W IL-1B #1 IL-18 A9 /KB i & F SD 4, i WOR 4
/N BRI 3 R TL-18 F0 TL-18 9 /K7 B AR F HED 41,
M SD Y4 (E 4C. D) s LA 284k, 22 R ¥ Sl
B (P<C0.05), F R S5 8 I67 SR KB W IR
JNELL T B 40 KCs o CMKLRI, NLRP3
caspase 1 p10 mRNA 5 19335, LA K FEAK i
IL-18 il IL-18 /KF, LA 4,
3 i

AWFFEA ] Chemerin Hill 44 Sk KCs, M3 T
CMKLRI £ ik 7t 5 & NLRP3 % 5iE /R BTG . 1
PISK i 411 il 75 & &= 75 %% & v 0 ] Chemerin 35 5 1)
RAE /MRS o M AN IR 2 R R L T s IR R
75 0 A BB B R ARPURI SR DT 2

NAFLD ™ 5 & B 5 g 18 7 #2508 2% D) A OC .
R v i R 5 | M T 3 1 1 A S B0 U5 4 T
Yy LPS %5 U 5]k F5 2 19 IR B A9 BT E R RE .
Chemerin J2HLIA % A 5 & R #HTF NAFLD f# £5 [
&R . #adiE . Chemerin i 5 00 8 45 WU 2 AL 5 Ik
BEAE B I UM IR 5 R 1 BE R A G,
It Chemerin 75 NAFLD &5 i #2 b Al 2 2] 1R
AU Ji 5 2% S et 0 085 i JFF O 0 94 . e b
AERE B 9 1% Chemerin 7K B B & T 1E % A BE,
T $E 17 98B F AR J5 » Chemerin 7K 2 8 F K&, 4
JZ s GRUBEN %M 4 3 76 @ bk CMKLR1 K fE 28 fift
E IR - e i = i /N | 1 N T R D T
A , Chemerin 7] 25 KCs tf CMKLR1 FE ik, DA NiFHE
S RAE/AMAR BTG . LSk, Chemerin A1 CMKLRI 7£
NAFLD /)N GRS A 34 W] b 2 T 1E 5 R R 5% 9 /N B
R L 28 5 R 0 1 BUAS 58 45 L 5 GRUBEN 4§ 4 &
(R 45 SR AN — S0 et PR AT 8 2 1 7% /0 B g ) Rk Y TG
J5 FOE S5 10 18]

PI3K/Akt i %2 5 B W40 i 0 35 1k A7 16 oy

fe iR, T, PISK/ Akt 3l % 5 & Yy | %6 e  JE T
K P R I TP 45 2 05 1) e A S DA G, PIBK Y
IR S Toll HEZ IR 4 K= AL, % LPS S 1
Sk OB . PI3K 40 il 57 w9 20 /0N R4 B i s A7 0
R /N R = [ Bs IS A T i S E KCs
t NLRP3 RAE /M BT 485 I KCs 19 48 5E B 43
WY, NLRP3 4 AE/MAGE 13 #75 caspase-1 fg i KC
gy TL-18 A IL-18, M 1fij 42 #F NAFLD fiy i gt
FEA B 58 B, PL3K 4 il 71 8 2 7 & £ o 1 i
Chemerin S & SN KCs NLRP3 4 i /IMA 1 384015 . I
LW oh o B AR 1 5 5 0 F TR B 0 B . X e AR
Ui, PISK 4170 i 57 I8 & % % R @ & T KCs 1
CMKLR1 #1 NLRP3 1 3 ik 28 ff% &5 B8 Ik & % 5 11
NAFLD, $K1f0 . A W 58 45 S IF BOA 5 43 19 3E 48 ik W]
CMKLR1/NLRP3 {5 % i@ &% M £ 7£. & &
CMKLRI/NLRP3 i % & #ff 55 fF 76, X WK &
CMKLRI1 ¥ 7] f8 38 13 # N T «B (nuclear factor B,
NF-«B) i 12 #01& T Iif 19 NLRP3 R Mk, HZ,
BONDUE 1% £ 4238 TLR 3 3h %) A B 2 2% 5w 40
i Chemerin ¢ H 32 & CMKLR1 4 & 1 & 5E K
IR KT B BE . A 5T 45 R i & i 37 Chemerin
M NLRP3 ILIE (3% B2 HL 1 75 2278 CMKRL @B/
FUFN NLRP3 %% 3 K /N B S 77 SER ARIF5E

2% b B iR, Chemerin 7] #2 5 KCs # NLRP3 #1
caspase-1 pl0 ) & ik, If {2 i R AE B F 20 Wh. M0
PI3K # il 57 )% = % % R @ &L § 9§ CMKLR1 F1 NL-
RP3 193235, T 41 ] Chemerin %5 5 08 R 5E /N & 3%
T 5 DA R % w8 B KB 175 5 0 /0N BRUJTE R i 077 9 723X
& BRI S NAFLD (%) B 16 $& 4187 0 2

S % ik
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