172 FTREF 2017 F 1 A% 46 5% 2 4

wE - wAFAR

EBBEERFFEHREERNESMFEF chemerin
hs-CRP 7K R fFZ

doi:10. 3969/j. issn. 1671-8348. 2017. 02. 008

(W EFRMWEERZSFAF, A4 541001

(WE] BH 22 kG HREWHBNAFLD) & & hiF P %8R %A A &G 2(chemerin) .84 C A B % & (hs-CRP)
09 F A KT A B R B & 3K A 38 2 (HOMA-IR) , 48 3% chemerin £ NAFLD X 7% F g du4l. AHiE % NAFLD &5 45 4 &4,
NAFLD 48 (30 #)) f= NAFLD-+IR 48 (30 ) ; 5 it F 142 B4k 4 & 30 6] 4F A 4 st BB 40, A AUAT AR koo B K S0 92 oK TR 3 A8 ) .
chemerin, %, J& ¥t ik 3% 4 ] f2 7% hs-CRP, ) il & % W 2 #5 (FPG) .2 ML M & % (FINS) , 5 i+ B e B £ 363 35 L (HOMA-IR) . 4
B LSk Batgis , NAFLD 4 % % &) fo 75 chemerin ## hs-CRP K -F 8 4+ 5 (P<<{0.05), 54 FE st 4 f NAFLD 481t
4 ,NAFLD-+IR 48 & % # fo 7% chemerin #= hs-CRP & F 48 2 H % (P<0.05), 27 chemerin & F 5 hs-CRP,HOMA-IR £ 2
% EAME., £ NAFLD & %) f2 7% chemerin K-F 5 hs-CRP,HOMA-IR 48 £ .

[XBIE] CREEBEOR: BB LA EREBHERBIT R R FRAATRIARELES 2;BHKCRAEER

[hESES] R575.5 [XBkFRIRAEE] A [XEHE] 1671-8348(2017)02-0172-03

Study of serum chemerin and hs-CRP in patients with nonalcoholic fatty liver disease complicating insulin resistance”
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[ Abstract |
with nonalcoholic fatty liver disease(NAFLD) and homeostasis model assessment of insulin resistance(HOMA-IR) ,and to investi-
The patients with NAFLD were divided into the NAFLD group(30 cases)
and the NAFLD-+IR group(30 cases) ;other 30 individuals undergoing the healthy physical examination were selected as the health-

Objective To detect the serum levels of chemerin and high-sensitivity C-reactive protein(hs-CRP) in the patients

gate the mechanism of chemerin in NAFLD. Methods

y control group. The serum levels of chemerin and hs-CRP were measured by ELISA and immunoturbidimetry, respectively. Mean-
The lev-
els of serum chemerin and hs-CRP in the NAFLD group were increased obviously compared with the healthy control group(P<C
0.05). The levels of serum chemerin and hs-CRP in the NAFLD+1IR group were significantly increased compared with the NAFLD

while, the fasting plasma glucose(FPG) and fasting insulin(FINS) were detected,and HOMA-IR was calculated. Results

group and healthy control group(P<C0. 05). The serum chemerin level was positively correlated with the hs-CRP level and HOMA-

IR. Conclusion The serum chemerin level is correlated with hs~-CRP and HOMA-IR in NAFLD patients.
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x1 FAKKEKENIERER (TEs,7=230)
215 BMI(kg/m?) FPG(mmol/L) FINS(mU/L) HbAle(%) ALT(U/L) AST(U/L)
fe T AR 21.69+2. 00 5.1740.71 7.554+1.18 5.1040. 69 14.37+3.58 19.90+3. 45
NAFLD 24 25.61+1. 03 5. 200, 54 7.51£1.38 5. 2040, 54 34, 86+13. 08 37.21411. 06
NAFLD+IR 41 27,7341, 83 5.06+0. 68 15. 5243, 20% 5.07%0. 68 41, 41+11. 59 47.12+19. 46°
gxl FAIGREMIEIR LI (T 5,7=230)
24 59 TG (mmol/L) TC(mmol/L) HDL-C(mmol/L)  LDL-C(mmol/L) hs-CRP(mg/1) HOMA-IR chemerin(pg/mL)
fe B Xt 1 2 1.1840. 38 4,01+0.79 1.5940. 29 2.35+0.40 1.7140.51 1.7240.29 23.21+1.75
NAFLD 4 1.814£0.42a 5.09+0. 638 0.970. 22a 3.614+0. 644 8.54+1.08a 1.7340. 34 35.60+5,79a
NAFLD+IR 4 2.44+0.508b 6.02+0. 763b 0.6740. 14ab 4.3940. 63ab 12.3241. 04ab 3.494+0. 88ab 44,3348, 763>
@, P<<0.05. 5% B 4L He#55b . P<<0.05. 5 NAFLD 4]l 5.
By BoaEmimyg . b 1 mE RAEFEF—70 ClkFHfF gx 2 chemerin 5 E 1354 E & Pearson XS 47
SR FHOBUHC A e O il 56 5 9% W% B 35 CELISAD A 0 I 3 ey X R P
chemerin 7K i) & W B b s R A & A W IRy A R A . ) HDLC o 632 0. 001
1 L35 00 7 B A 0 o O 2 B CFPGO BB 0. 6149 0,001
B & (FINS) | B fb 1 21 & (1 (HbAlc) . hs-CRP., = i H
(TG) BB B CTC) 5 8 I8 (ML B CHDL-O) (R85 -0 o0
6% £ 00 B (LDL-C) L 9 B p B B A (ALT) 1T 2T o - 008
R 2 B 5% A% [ CAST) %5 48 b, >R P 45 B 4 1k Bl 726 46 T
FPG, {24 & ik A W FINS, & R A5 A il HbALc, 5% He 3 3 e
R I hs-CRP, % 84 fb ¥: ¥ 1 TG, TC.HDL-C,LDL-C, H A i A IR J& NAFLD & 9 #L il /) 5 22 30 19, 78

ALT,AST %4545 .

1.2.2 EARX BMI={Jig (ke)/ & & (m*), IR G
(HOMA-IR) =FINS(mU/L) X FPG (mmol/1.)/22. 5,

1.3 Sib% b8 R SPSS17. 0 G it 344, i1 & %k
Toh SRR R B R J7 28 40 A AT LA LA, R ¢ K I
AT L 55 A A 43 17 0 R ] B4R Pearson A ¢ 43 17 . 461 3%
K «=0. 05, L P<<0. 05 H 2% 74 5l &

2 & 7

2.1 WEPRAS 4847 b NAFLD 41 5 g BE % 18 41 41 bL 5%
BMI,ALT,AST,.TG,TC,HDL-C,LDL-C.hs-CRP Fl chemer-
in (22 B/ G2 2 L (P<<0.05), NAFLD+IR 4 5 fift
X FE 4148 [ 5% . BMIL,FINS,ALT,AST, TG, TC,HDL-C,LDL-
C.hs-CRP,HOMA-IR Fl chemerin 2% 5 ¥ H G2 8 X (P<<
0.05), NAFLD-IR 415 NAFLD 41 # H.%¢ , BMI, FINS, TG,
TC,HDL-C, LDL-C, hssCRP, HOMA-IR fl chemerin ffJ 2% &
WA G L (P<<0.05), iLE 1,

2.2 M XEMAH IME chemerin K F 5 hs-CRP, HOMA-
IR.BMI, TG, TC,LDL-C,ALT,AST & & 2 [F #13¢, 5 HDL-
CERBFEAMNK, WE2,

*2 chemerin 5 H 1 #§ 4R 8 H £ Pearson 13X 717
R an MR R GHD p
hs-CRP 0.772 0.001
HOMA-IR 0. 648 0.001
BMI 0.724 0.001
TG 0.760 0.001
TC 0.587 0.002

NAFLD {955 ¥ A48 B2z AL AL 56 TG 76 P9 09 BUR T i
SN g 107 204343 et Ok 1 U 5 R 0T R 2 % T UE i AR L IR
P mE IR PR T . AR Y 45 R R, 5 f B B 41 AH
F o I3 H chemerin 7K -7 NAFLD 411 NAFLD+ 1R 41 4 1
BT &, W H NAFLD + IR 44 ) chemerin /K - & & & T
NAFLD 41 ; NAFLD £ % [fi. 7% " chemerin 7K 5 HOMA-IR,
TG.TC.LDL-C £ & 2 [E M 3¢, i 5 HDL-C £ & % 7 X,
DL 25 B2 7R chemerin T iR & 5 % IR 25 NAFLD ¥ &
Weigert %0 [ fF 78 2 %  JF 40 M 7E S ift 7 chemerin fi) —
AN EZORTE  H A U8 it 5 I A0 0 2 RE SN, B A 56 o AR ST
EHIR R . NAFLD #0 fl NAFLD+ IR 4] # /9 IfL 3% hs-
CRP 7K F ¥ W 3 = T it JE % B8 41 ; NAFLD & 3% 1 i
chemerin 7K ¥ 5 hs-CRP £ B & 1F A0 3¢, ® 1M % &7 NAFLD
B9 & 9 HLT - chemerin 8 7] 5838 o 48 0 S W & FEA4EH .
TEABESE HF oF NAFLD 4 f1 NAFLDA IR 41 9 45 5 k47
H# 5 & 3l NAFLD+ IR 41 1fit 3 #' chemerin, hs-CRP, TG,
TC 1 LDL-C /K .3 T & i HDL-C /K78 8 T e 420R
FEA It IR BAE0C T NAFLD f 35 1 5 5 IR % It g A% 3 5% &
TN BIE . B F7E NAFLD E B I 48 A8 A 53 11 48 i A 3=~
6 (IL-6) Fl i 98 3K 5 B/ F o (TNF-o) 7K F 52 B 2 7+ i i), 1
chemerin B A 38 48 4% B T kBONF-B) i 8580 48 08 21 » 32 15
IL-6 1 TNF-« ® 7K ¥, 4 7 @ 37 MEK-ERK1/2,
P38MAPK PISK-Akt % i& /2 # & IL-6 gy /K 07, 1L-6 f
TNF-o B 242 (o JFF 40 i 43 06 CRP B 32 2 s gt Sw] Sl it
£ 4% c-Jun N-terminal kinase 1(JNK1) /M5 # IRS-1 22 & iz
F B2 1  1kB kinase(IKK) 4 2 1) NF-«B 1981 , LA & 1 0 48
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