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(# ZE] B FEIEHHSCHR TR (MAFLD ) (38 ME JL T BREEFEER 11 40 (YKL-40) | JR e Mt IR R4 R R i 1R e 1k
il 2(NOX2) R K FHEA N S P defbi e 2. Fik BEER20204F 4 A 22021 4F 12 H TR E 1T AR EBS 2 1 108 i) MAFLD
HRHE I MAFLD 21, PEHUR)01I% 8 108 10 fit e (R A 25 o Xt FRZH o JTF 2T 2 A0 2 18 ST AR % I F 50 e A5 e A e 45 MO S 45 {1 23 Al £F
Y41 (60 5], JFEAE B {1 <8.0 kPa) FIEFAEALAL (48 4], JFFNEAE B {H>8.0 kPa) . HLACHFSE X4 YKL-40 NOX2 IR FE R 25 . logis-
tic A1 53 BT MAFLD (&8 & 4 I A A Ak i sgma R 2R . 323038 TARRAHE (ROC) It T4 YKL-40 . NOX2 Xt JIF£F e AL iy Bl g . 45
£ MAFLD 4107 YKL-40 NOX2 /K5 T X IR, 25 A G248 L (P<0.05) o £F 44k 4l YKL-40 NOX2 /K V- FHELF i fbal , 25
S YR X (P<0.05) o [ 8% L 4E % (OR=1.647, 95%C1: 1.053~2.575, P=0.029) . HOMA-IR (OR=1.758,95%CI: 1.083~
2.853,P=0.022) . YKL-40(OR=2.016,95%CI: 1.237~3.284, P=0.004) \NOX2(0OR=2.292,95%CI: 1.388~3.786, P=0.001) J&: MAFLD H %
I FF A HEAL R 52 [ 2R (P<0.05) . YKL~40 NOX2 Bl 15l MAFLD H5 fF2F 4tk i 28 R im AL (AUC) 43 515 0.833.0.838, YKL~
40 B4 NOX2 iU MAFLD fEE AFEF 4L AUC K 0.922, fE F 3845 (7 ppnyi000=2-268,P=0.023.7Z s v0xa=1.999, P=0.046) .
£ YKL-40 NOX27E MAFLD 2 1fiL 7 FpACER N, HAS LT 4L I 5E , YKL-40 156 & NOX2 Al A5 S 50 T2 44k i A b s
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[Abstract] Objective To investigate the expression levels of serum chitinase—like protein 40 (YKL-40) and nicotinamide adenine di-
nucleotide phosphate oxidase 2 (NOX2) in patients with metabolism—associated fatty liver disease (MAFLD), and to analyze their relationship
with liver fibrosis. Methods From April 2020 to December 2021, 108 MAFLD patients (MAFLD group) and 108 healthy subjects (control
group) who were treated in Baoding People’s Hospital were gathered. The evaluation of liver fibrosis degree was divided into non—fibrosis group
(60 cases, liver stiffness value <8.0 kPa) and fibrosis group (48 cases, liver stiffness value >8.0 kPa) according to the liver stiffness value ob-
tained by transient elastography. The differences in YKL.—40, NOX2 and the clinical data were compared. Logistic regression analysis was used
to analyze the influencing factors of liver fibrosis in MAFLD patients. The predictive power of YKL-40 and NOX2 for liver fibrosis was evalu-
ated by ROC curve. Results The serum levels of YKL-40 and NOX2 in the MAFLD group were lower than those in the control group (P<
0.05). The levels of YKL~40 and NOX2 in fibrosis group were significantly higher than those in non—fibrosis group (P<0.05). Regression analy-
sis showed that, age (OR=1.647, 95%CI: 1.053~2.575, P=0.029), HOMA-IR(OR=1.758, 95%CI: 1.083~2.853, P=0.022), YKL-40(OR=2.016,
95%CI: 1.237~3.284, P=0.004), NOX(OR=2.292, 95%CI: 1.388~3.786, P=0.001) were the influencing factors of hepatic fibrosis in MAFLD
patients (P<0.05). The area under the curve (AUC) of YKL.—40 and NOX2 independently predicted liver fibrosis in MAFLD patients was 0.833
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and 0.838, respectively, and the AUC of YKL-40 combined with NOX2 predicted liver fibrosis in MAFLD patients was 0.922. It was better
combined_ykL_40=2-268, P=0.023, Z, . oxa=1.999, P=0.046). Conclusions The serum levels of YKL-40 and NOX2
in MAFLD patients rise, and they are related to liver fibrosis. YKL—-40 combined with NOX2 can be used as a biomarker for predicting liver fi-

than a single index (Z,,,

brosis.
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AR 33 A5 5 B8 107 1 9 (metabolic—associated fatty
liver disease, MAFLD ) jZ— 701 Jgi il A 21 it B Ay 1) 46 14 )1
3, 2018 4FH[E MAFLD J2fi 3 1 JF 2 32. 9% JiF
P YE Al R N RE AL R TS, BAT AT, 5 MAFLD &
AT B VIR G, BRI T IR B 1Y I DR 2R
fii o MAFLD f LR AT 3P 25K S i R g7
N O AR M5 05 , Bt S & R D A TR T AR W AT R
HES HAWNS P e 5 e, 208 U . JLT R lAs:
% 9 40 (chitinase like protein 40, YKL-40) /& — Fl 40
kDa fJFRAULT g G HEE N, 2 5 RIE HAE M
P, 76 Z B0 H3E 00 A3 m 7 Sk 4 R B
3 F B WG 4R (reactive oxygen species , ROS)—J5 Tl
i I SEAE SN AR O TR T AR 4R A , 55— T A] LA
TLHEAE ) FL I R, T AR P P R R S A TR W TR 4R A
fit (nicotinamide adenine dinucleotide phosphate oxidase,
NOX ) i# it A S8 A e TP T Al ol 3 B A
HoH NOX2 J& NOX ZIE LG 2 —  TENTET 4R AL A8 1
W FETHE" . {1 YKL-40 NOX2 5 MAFLD {3
RN HEAL AR DG BB D o AT 108 1]

MAFLD % , 90 1f 3 YKL-40, NOX2 /K °F , #& it
YKL-40 NOX2 5 MAFLD (& P-4k ett, §
TE NI AR IR 2 W MAFLD A4 2028 Brkr 76 4 Kl R
1697 MAFLD 424t

1 #ERGAEE

1.1 — 7ok 202044 HE 2021 4E 12 AT
fEET AR ER 2 1 108 1] MAFLD (& 7E N
MAFLD 21, 44 2018 Jit KB i 5P il 5 H AR A2 W7 121
YAk L R L) e AR VORG24 R 7 T e P A A (<
8.0 kPa % [& HERR JE B T £F 44k, B MAFLD &% 4>
AR LT AL 2H (IR 2 (B <8. 0 kPa, 60 1] ) \£F 4 fb 20
TR 6 )3 {5 >8. 0 kPa, 48 ) . 356 B[R] 09 76 A 2 T
P B B (AR A 19 108 157 4t B 5 A S %o HR AL, fi B A e
B JF R ARG 1 5 2 TE S o PR LR N AR R | B AR T i
F5 %1 (body mass index, BMI) [L5%, 22 ¥ G024 X
(P>0.05). WL 1. RUFITTEAREBREEZ 01 S HLUHE
(#£%:20200403 ),

F1 WAMRIR—MERILE
ipill % PR B, ) A (S BMI(kg/m?) WO (1)
MAFLD 2{ 108 61/47 47.36 £ 11. 04 24.52+3.48 14
X HEZH 108 52/56 46.85+9.27 23.89+3.06 0
X/ 1.503 0. 368 1.413 -
P1H 0.220 0.713 0. 159 <0.001%

T BMI B R B8 85 VR H Fisher B HIHESR

1.2 WASHEBRbRE A bR : OMAFLD 4 85
Tl 2 2020 A=A g 05 1 v a2 s PR 4%
LA ) MAFLD AH G2 Wibs o, B . 41 212
(HFIG A ) 15~ S TR A= P b i W K 2 B R AF TR R
JUi JEF 5 [ il P R E A B T2DM AR D RERS A 3 01 4%
2z —; QREIEH 1T B Stk I ; @A
FAR;@BEFEFE ABEZENERER; @F#R>
18 % o HEBRARE : Oz A7 LIS 0 R @G @it ik
Wb, B2 2 BE>140 wa/f , B E>210 v/ s @254
PEIF s @ A IR G 259 ; & 2k TG sh T 48
O R ;O A SRR E

1.3 ik

1.3.1 L% YKL-40 . NOX2 /K F-46 1 K4 MAFLD
BT RS IE 8~12 h B AN E IR ER Ik i 5 mL, %F R

LA AR AGE I SR 4 25 B A J R TR K ML 5 mL, 3000 +/
min .0 10 min, 53 B4 L2 M , I 7E-80°C &
o SR eI A 128 Wl Y ELISA 32050) & A6 I i 7
YKL-40 .NOX2 /K F- (585 ml058707 .ml060674) , #i¢ i
Yl PR

1.3.2  MUCEAEARAIN % R4 A sh Az Br )
6 I 11 TN 2 R 4 ik % & I (alanine aminotransferase,
ALT) K% B2 g 2 11 - I [ B (low—density lipoprotein
cholesterol, LDL-C) . & & [ (albumin, ALB) . =t H i
(triglycerides, TG) . 5\ IH [if] [i5 (total cholesterol,, TC) | Ifil
WL BT (serum creatinine, Ser) . Il 21 & (hemogilbin,
Hb) . K& & R % 3& 5% 2 [ (aspartate aminotransferase,
AST) AL I 21 2 11 (HbA 1) Rk KF . R4 H 3
A= AR B A (3 B BS2000) A6 10 1L 775 25 BE 1l 4 (fasting
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blood glucose, FPG) , 4= H 3lifk2% & S A e 43 HrAL (V5 17]
F ADVIA Centaur® XP) 6 I IfiL 75 25 15 i & 2 (fasting
insulin, FINS) o >R HARASA A g 5 R AT HE 2L (homeo-
stasis model assessment—insulin resistance , HOMA-IR ) -
i 198 15 KT : HOMA-IR=FINS (wU/mL) XFPG (mmol/
L)/22.5",

1.3.3 e fedantilor ek R m st @ ity
TTREWTSE I A ELISA 20 & A6 I I 35 T2 e AL 5 45«
Il 7Y /i fg J5 K (type 1T procollagen, PC 111, 4% %5 .
H212) 2 K% 8 H (laminin, LN, 185 : H148) 3% W1 i
1% (hyaluronic—acid, HA , 575 : H141-1-2) .1V BYJi¢ J5E ik
(type IV procollagen, PC IV, 525 : H145-1-2) , " ¥% #%
MR G E UL B R

BIER AT R GER xas 2R, 4 10] FL R F
SEREAS ¢ K56 5 THBCR R 4 FE FRR 4L 1A] e AR
X Ko 5% Fisher B 21, Z £ logistic [m] 5 43 41
MAFLD 3 & A AT EF AE A2 e IR 3R 5 R 2303 TAR
¥: 1 (receiver operating characteristic, ROC) il £ 47 #7
YKL-40 . NOX2 Bt K — 15 0] T4 AL ST AL RE
il 26 X (areas under curve, AUC) LR Z K08 .
P P<0.05 JZEFA G EE L.

2 #R

2.1 MAFLD4 SXREHMrestn b MAFLD 415
Xt B2 8] Ser . TC.TG .FPG.ALB.HA AST .PC III LN,
ALT.PC IV . HbAlc.FPG.FINS .HOMA-IR /KF#H [t ,

L4 Sitb2rdrik RHAISPSS 25. 0 A 74eit . 77 ZRASIAE X (P<0.05). W3k 2.
*£2 MAFLD A5XF 8B A—#g Z L8R (vs)

Wil MAFLD 2 (n=108 ) X HEZH (n=108) HE PIH

Ser(mol/L) 69.92 + 10. 47 62.30+11.54 5.082 <0.001
TC(mmol/L) 4.92+1.13 3.62+0.90 9.352 <0.001
LDL~C(mmol/L) 2.60+0.56 2.47+0.62 1.617 0.107
TG (mmol/L) 1.83+0.35 1.65+0.41 3. 470 0. 001
Hb(g/L) 144. 69 + 15. 50 143.94 + 16.76 0. 341 0.733
HbAlc(%) 8.21+1.59 5.06+1.14 16. 732 <0. 001
FPG(mmol/L) 8.58 1.36 5.49 +1.28 17. 194 <0. 001
FINS(pU/mL) 11.03+1.58 7.15+ 1. 06 21.193 <0.001
ALB(g/L) 41.86+5.90 46.49 +4.93 6.258 <0.001
ALT(U/L) 61.67+13.12 26.72+5.37 25.621 <0.001
AST(U/L) 56.33+9.45 23.07+5.82 31. 144 <0.001
PC [(ng/mL) 103.78 = 11. 09 96.26 = 8. 74 5.535 <0.001
PC IV (ng/mlL) 65.17+7.99 53.71+6.90 11.281 <0.001
LN(ng/mL) 97.61 +10.93 76.43 + 17. 49 10. 672 <0. 001
HA (ng/mL) 87.63+10.24 78.82 £ 16. 04 4.811 <0. 001
HOMA-IR 4.48 +0.49 1.74+0.36 46. 831 <0.001

T ALT HINE R E B &, LDL-C MRS NS E M -AH[E R, ALB i 1, TG =Bt H i, TC S s AH & % , Ser A I JULET , Hb
MM E A, AST N RA R R B R M, HbA e BHL ML E H , FPG a3 B B, FINS Jy 23 i [ 15 28, HOMA -TR A Fa A A5 4 15
ZHBIEEL, PC 1A IR SRR, LN A 2R 86 (1, HA s R R, PC IV R TV B TR IR .

2.2 MAFLD 41 5 %t

IML7E YKL-40 ,NOX2 7K - L&

%3 MAFLD A5t B AMFE YKL-40 NOX2 L& (x+s)

WA IMTE YKL-40 . NOX2 7K 4% i 7n , MAFLD 415 YKL-40(ng/mL)  NOX2(ng/mL)
20113 YKL=40 NOX2 /K34 5 T-XF 240 (P<0. 05) . MAFLD 41 108 90. 64 + 10. 72 12.74 +3.09
W3, X HE2H 108 57.34+8.15 4.82+0.64

2.3  MAFLD 20 A [5] JiF 21 2 Ak 72 B B 3% I R 8 ) 1 i 25.699 26. 083

BOAEA 4l 544 b4l ALB AE % Hb . Ser. Pfi <0. 001 <0. 001

HA |, AST,PC III,LN, ALT.PC IV ,HbAlc,FPGFINS,
HOMA-IR } YKL-40 NOX2 /K AR, 22 A Si it 2%
B X(P<0.05), W4,

2.4 MAFLD B34 &4 I 44 i 2 T K logistic 1114
SPHT LA MAFLD 38 & AR P dedb o R A 2 (R A

T YKL-40 A JL T B AL R 1 40 ; NOX2 Ay JH k1% A 1508
T TR TR SE AL 2
FYifb=1, KR &K 4ib=0) , K RN Kb 25
A 4127 L) ALB AE#8  Hb Ser,PC 111, ALT LN
PC TV .HA .AST .HOMA-IR & YKI-40.NOX2 fE-& H
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i 274 b4 (n=60) LR AL (n=48) AXE Pl

Bz (41]) 35125 26/22 0.188 0. 664
AR (%) 44. 69 = 10. 85 50.70 = 11.28 2.810 0. 006
BMI(kg/m?) 24.37+3.36 24.71+3.63 0. 504 0.615
i s (461 6 8 1. 050 0.305
Ser(wmol/L) 71.84 +10. 04 67.52+11.00 2.129 0. 036
TC(mmol/L) 4.90+1.13 4.94+1.12 0. 184 0. 855
LDL-C(mmol/L) 2.54+0.56 2.67+0.56 1. 199 0.233
TG (mmol/L) 1.81+0.33 1.85+0.37 0.593 0.554
Hb(g/L) 145.26 + 16. 53 143.98 + 14. 22 0.425 0. 672
HbAlc(%) 7.69 = 1.44 8.86+1.77 3.789 <0. 001
FPG(mmol/L) 8.17+1.30 9.10+1.44 3.521 0. 001
FINS(U/mL) 10.16 £ 1. 50 12.12+1.67 6.416 <0. 001
ALB(g/L) 43.75+5. 86 39.49 +£5.95 3.729 <0. 001
ALT(U/L) 58.49 +12.93 65.64 + 13.35 2.815 0. 006
AST(U/L) 53.92+9.62 59.35+9.23 2.968 0. 004
PC III(ng/mL) 90. 04 £9.26 120.95 + 13. 38 14.158 <0. 001
PC IV (ng/mL) 53.82+7.79 79.36 +8.25 16. 492 <0. 001
LN(ng/mlL) 83.90 + 8. 53 114.74 £13.92 14. 164 <0. 001
HA (ng/mL) 80.39 £9. 04 96. 68 + 11.73 8.152 <0. 001
HOMA-IR 3.83 0. 40 5.30 0. 60 15.222 <0. 001
YKL-40(ng/mL) 83.41+9.07 99. 68 + 12. 78 7.728 <0. 001
NOX2(ng/mL) 10.57 £2.53 15.46 +3.79 8.013 <0. 001

H BMIA B IR B 4850, ALT J 1A 2R = 55 2B, LDL-C K% B R 26 1 - IR [, ALB A3 85 1, TG S =B Hh, TC R Bl
1B, Ser 4 HLILET , Hb M MLZTEE 1, AST S R AR E L 2 il , HA L MBE 2T B (1, FPG b as I8 M, FINS by 2s i 6 25,
HOMA-IR N Fa 7SI 5 12 ZHEP0HE 5, PC 10 T B HG IR, LN M )2 K& B 1, HA s B BRI, PC IV S TV BURE ISR , YKL-40

JUT TR 26 11 40, NOX2 A HH9E i B 204 — A2 1 TR e SR AL 2.
Ap i (B RIS R )  MAZHE logistic [HIIH, i |
HOMA-IR . YKL-40 NOX2 J& MAFLD ¥ & 4= i £F 4k
RS P & (P<0.05) ., W3 5,

2.5 L7 YKL-40 ,NOX2 it iill MAFLD H # T £F 4k 1k
B ROC HhZE  LLIMTE YKL-40 NOX2 Huph & — FH B4
R () AR Ry iz 36048 1, 2 5 kAR T EF AR AE Mtk
A w2l ROC 4. 45 R WoR, YKL-40 fii i
MAFLD & 35 JIF 25 4 fk 9 AUC & 0. 833 (95%CI:
0.756~0.910) , # Wi {6 & 93.91 ng/mL, R & N
70. 80% , 5 5 h 85.00% ; NOX2 Hiiill MAFLD ¥
JIF£F 4k 1L 19 AUC 2l 0. 838(95%C1: 0. 759~0. 917) ,
Wr {E 24 13.72 ng/mL, 2R 8 H 70. 80%, FF = PN
86. 70%; YKL—40 B4 NOX2 il MAFLD 3% T 21 4k
L1 AUC 2l 0.922(95%CI: 0. 871~0.972) , R A& N
91.70%, ¥¢ 5t H 83.33% ., —HBEA MK AUC 11
T YKL-40.NOX2 48 B (Z — ppp vy a0=2. 268, P=
0.02357 s ron=1.999,P=0.046). VLK 1.

3 it

MAFLD 2 3F {5 K5 1 i 107 T 9% (nonalcoholic fatty
liver disease, NAFLD) [ S, LA Sy o ff b1 Sz e
IR ey R S\ g e v R 5 o
23%~44% [ MAFLD f85 22 % e N AF ORGP AR 0745 T
#¢ (non—alcoholic steatohepatitis, NASH) , b o S =21
U4k, , P BB I L 40%~60% 1Y) B H#HTE 5~T FE &
PERFIEW 2. 4%~12% [& & AE 3~T 4F N A
WA, JTFET 24 2 B 0 BT 200 i oA 8 Bt S DAL A 40 Jif o
F 57 (extracellular matrix, ECM) , J& F 22 5008 4 1 I 5
o K18 T (B PR, 21 A A B R ™ i, D) R0 8 A T XU
G TSR A0 0 I PR T TR A s e e R
MAFLD %5 i JTF 2T AEAR AT 2 S BT 34 T S0 fige ke
PR HERT

YKL-40 XFRAEJLT Bl 3 #2451 1 (chitinase 3
like protein 1, CHI3L1) . A JE % H B & 1 -39 (human
cartilage glycoprotein—39, HCgp—39) , /& — & W7 Y
M, FEOR AT ORI A | E A AR AT i LA
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#5 MAFLD B# % 4 BT F 4L B9 & B & logistic [E V3 5 4

G MVEEX ¢ Frifiiz Wald x*{H PIH OR{H 95%CI
Ser 0.232 0. 174 1.776 0. 183 1.261 0.897~1. 773
A 0. 499 0.228 4.789 0.029 1. 647 1.053~2. 575
Hb 0.274 0.172 2.535 0.111 1.315 0.939~1. 842
ALB 0. 431 0.235 3.366 0. 067 1. 539 0.971~2. 439
ALT 0. 380 0.211 3. 240 0.072 1. 462 0.967~2.211
AST 0. 437 0. 246 3.155 0.076 1.548 0.956~2. 507
PC 111 0.267 0.183 2.128 0. 145 1. 306 0.912~1. 869
PC IV 0. 357 0. 190 3.530 0. 060 1.429 0.985~2. 074
LN 0.316 0. 174 3.289 0. 070 1.371 0.975~1. 928
HA 0. 143 0. 205 0. 488 0. 485 1. 154 0.772~1.725
HOMA-IR 0. 564 0.247 5.217 0.022 1.758 1. 083~2. 853
YKL-40 0.701 0.249 7.928 0. 004 2.016 1.237~3.284
NOX2 0. 829 0.256 10. 497 0. 001 2.292 1. 388~3. 786
W -6. 074 0. 744 66. 597 <0. 001 0. 002

W ALT NN AR FAL A i, ALB NI & M, TG 8 =B Hil, TC S M B, Ser M L ULET, Hb M LT 1T, AST Jy R A& R IR A
B, HOMA-TR JFa A A i 5 R ARHTHE 40, PC T}y TR i e S, LN S 2 AN 2 11, HA s WA R , PC TV R TV B TR
YKL~40 }JL T JREEAEEE (H 40, NOX2 A MR Az IR 2204 — A4 FR i i S AL T 2.

10

08

06

04

0

00 04

1-F5 5
.7 YKL-40 . NOX2 i 27 4E AL i ROC 2k

04 08

E1

WL, 7E SAE RN A RS 5 5 Ak 2R
B U N E R D AR A AR AT R R
I, YKL-40 597 218 V5 s 0 -2 4 AL 2 B2 A ECM
B A ALFEEE ORI g8 RS PR A AR AR TR 1
NE W o A B A5 F 5 e I, Bl YKL-40 75 87K
SER T AR 2R 5 B T R, RS IACN , YKIL-
40 b 38 A A T 4 PR 2 Ak B SRE SN A 2T A
k€. YKL-40 2R E s RiAn&EN 1
FEIRIKOT-Bifi 45 T A ST A AL AR g T AR
FEER BN, MAFLD 4117 YKL—-40 7K P-4 B4 T
L LALLM YKL—40 /K85 il 21 4k Ak 20 T s, 42
NI YKL-40 5 MAFLD £ I 47 44k % U1 HH 6 .
ST AT RE S MAFLD &5 F41 40545 i ROS 3%

TR, B R /IR, B RS AL P RRE R, A
H PR 20 L I 20 R T LA AR TS £k 43 YKL
40,38 ECM TR, S BUF A etk IE . Z2 W E 5
M7 , YKL-40 J2 520 MAFLD 8% HT 2 4e4b i 8 %
Z— WK YKL-40 7K 75 1L BERE Hyilfs PR 12 W7 AN
IRYT MAFLD B A 4efb it =% . Abt5E ROC 45
BN, YKL-40 FU AT £F 44k % = /) AUC R 0. 833,
F W] YKL-40 B0 Fi MAFLD 8% 7 £F 4i b i 3L fig
R4, YKL-40 A] R X 5 £F 4iAb ™ SRR B, J2 o gl
LA WA BUE DR

NOX Js&—#" NADPH L, [F] i J2 40 i ROS 1Y
FF A PR 3 AR I AR AN R 75 A0 P R ik
NOX2 & NOX WA, it/ 5 ROS 75 5 i B R 40 A i
RN R R FARR I o 1 05 w1 OT oA WSO T
R SE R, e 2 FBUTF AR e fb . VPR AR IESE
7R, NOX2 7E18 P LAY IF 4 (chronic hepatitis B, CHB)
BF AKCETE R, B AR B 17 in = i -, L
JETEJE CHB 2 . 78 NAFLD &L, NOX2 i
FE S KK S B R BE AR A O . ARHIFIE &
I, NOX2 7 MAFLD 4 rh Kk K P80k B4 T i , 42
78 NOX2 357K F 5 MAFLD k4 R JBA &, HEEE
AUV SE N, NOX2 78 F 21 4 4k /8 35 1l is b Lo &
ik, E— 25 i i B S 56 & B NOX2 1] il i Nod
Z K 3 (nodlike receptor protein 3, NLPR3) , 5| iz 42
PER T, BT S 5T ditb it 72 . A se kM, 5
L YA LA LE , 2 4EAB 20 NOX2 JKSF T, 5 iE]
GRS AE R S, IE5T BN, NOX2 J& MAFLD
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BE ML i sZ g 2 . R MAFLD 84 1%
NOX2 FIRHEAN, 18 i 5 ROS b AT 2R 40 i 1% 1k
ST A I T, PR R AR A R, S B R E S
NN A2 BE AT 4R N ECM 3 JE DR, SR 4R i1k .
YKL-40,NOX2 il i £F 2 fk i) AUC 4351 R 0. 833,
0. 838, BI/NTHEA I B AUC(0. 922) , /R B4 Tl
REASHE =X MAFLD £835 JFF47 4 Ak 1) T 34 Bt
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