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[ E] B OUEILTE H kg i oA i B A e N8 iz 48085 H (neutrophil gelatinase-associated lipocalin, NGAL) /K55 dk
7 A0 - VAR B 400 A (neutrophil—lymphocyte ratio, NLR) [ AH &, #F NGAL B A NLR X 25 A 4 (metabolic syndrome,
MS)IZ Wi B . T 3% : BEHUAS B IR MS(Non-MS ) 4 M MS 2144 60 151] , FIrA Wi 9% % G2 47 11 AR A 280 B 3056 (oral glucose
tolerance test, OGTT) FIJEE % R B S, 450 NGAL NLR | I8 | LS50 AR A dE bR . 455 : MS A IM13 NGAL 7K V-5 T* Non-
MSHL(P <0.01), NGALS{KEFEE(BMD JEFI(WC) JEE L (WHR) (4 1% (SBP) (&7 5K 1k (DBP) (%5 5 1A (FPG) \OGTT
2 hIfiUHE (2hPG) LML F (HbATe)  H il =EE (TG) \HOMA-IR \NLR & TF A, 5 55 95 BE 6 25 1 A& (high density lipop-
mtein cholesterin, HDL-C) J i 5 BAHAI D) fig (HOMA-B) R AHIE (P < 0.053 P < 0.01) . Logistic M 4347 b7 , B 1L NGAL
S NLR ZKSEFH 57, MS B R ABE 2 LFHE#«(P < 0.05) . ROC BHZRA TR, NGAL B A NLR Wil MS B9 i<k R I FL(AUC) Ky
0.683(95%C1:0.592~0.765) , i T- B I NGAL(AUC=0.664,95%CI:0.573~0.748) INLR (AUC=0.598,95%CI : 0.505 ~ 0.687) (P <

0.01), Z5i8:MSHEH NGALKF-5NLR 2 IFAHSE, NGALEEA NLR T3l MS A5 T8 {5 F] NGAL }2 NLR .
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Fr PR 200 i i iR OG0 I 02 2 1 (neutro-
phil gelatinase-associated lipocalin, NGAL) &/} 22 #}
% Kjeldsen 55 ] JH S 2 TVE 1 S B i B30 1 7E
rhRE A O BRI, S B R B R 5 4 ) 4R
1 i 9 (matrix metalloproteinase-9, MMP-9) I g % Y]
G, M T ERNRENZ M lipocalin ZE A 25 1,
B, A RN lipocatin-2, NGAL) Z 43 F A
(L A e N 1 AN ) N T AN 7N A % A
AL EWRANME LA R NG T AR, 2R A B — 2R AR
AN T BRAERTSE E S SR I
FIE DIRES (R A5G 2R AR AT R B S
ZEAAIE (metabolic syndrome , MS) A AL RS 2
FLHUE VIAHIE 5 R MS SR 13 NGAL K- -
T, 178 NGAL T F50 MS (14 & A U=

rh PR 200 B - b T 48 i EE { (neutrophil-lympho-
cyte ratio, NLR) Jz Bt 1 Hh 4 20 -5 90 2 40 0 3 14K
BIAHXS AR AL o TAFRAE A B RAEAR R, I
R TR AR AR AR TE 22 90852 2] [ P o
[(BEmB] MDA A BIR TEE(2016CZBJ019) 5 #
JH LR B 7E (€120200117)
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SEFOE, O N TR O m A R G I
ARG AR

12 M SR AE RS MS S LA BRAILHI S, A
5T 7R NLR K76 MS & it S5 MS Y &
R EBERUIMER, G4 LR R R R
B, NAGL 5 NLR & MS Gl 2, 1 58 0 R
[ AL L E MS 19 & AR k. SR H R N A
A WA K NGALEA NLR Wl MS fdfiE . 3T,
AHFFE BAETT NGAL K2 NLRAE MS JXUSG 00 o ()4
18, 24 MS 1y R R A S AR

1 X&FAE

1.1 5%

e 2016 4F 1 H—2018 4F 12 H T IR K bt
R 5 = BE B A A 12 1 DU S8 AL 120 ], A4S
2005 4F [# o IR #5536 ¥ (International Diabetes Fed-
eration, IDF )12 Wibr i 43 MS 4 S 3 MS (Non-MS)
45 60 1], Horb 55 79 i, 2 41 f41], oF AR 0%
(46.29+11.41) % . MSIZWitRifEZ % 2005 4F IDF 4
BRALPUE SC, B0 B4 b BUAEJHE [ HE ] (waist
circumference, WC) ¥] 5. 55 =90 cm, Z0=80 cm | ;X T
5 AR 2R AT 22 2 350 : O H Il =88 (triglyceride,
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TG) KT (>1.7 mmol/L) 5 ) % Ji i 2 11 fiF [
fiE (high density lipoprotein cholesterin, HDL-C) 7K
FEAR (25 <1.03 mmol/L 5{ % <1.29 mmol/L) ; @75 i Ifil
B (fasting plasma glucose , FPG) F 5 (=5.6 mmol/L)
SIS WA 2 BRI 5 @)1 e T 25 [ Wi e (sys-
tolic blood pressure, SBP)=130 mmHg &7 7K 1 (dia-
stolic blood pressure, DBP)=85 mmHg | ol & #% 12 Wr
e I o HERBR BRI < 0 00 e A e e i s o
FE2504% TP B hRE S & 5 HUR BRI BE S KA
FI B S e M MR S S 2 5 2o PR at] S,
%5 . AWPFEAAC TR 5L AR TR 2
1.2 7
121 AdkmlZ

& e B & AR WC B il (hip circum-
ference, HC) M Ifil & , 713 4K 5 8 % (body mass in-
dex , BMI) S B LE (waist-to-hip ratio, WHR) .
122 ZBREHE

TR T I TS 2 8~12 h, IRHAT 75 ¢
1R 76 25 1 i 52 32 56 (oral glucose tolerance test,
OGTT) , KK ML & FPG .OGTT 2 h I (2 h post-
OGTT glucose , 2hPG) (i ZjWE A AL 12 ) S 25 TR %)
Z (fasting insulin, FIns) \OGTT 2 h fifi &% % (2 h post-
OGTT insulin, 2hIns) G5k ) o R H @ RORAH)ZHT
I 52 BE AL M 41 25 [ (glycosylated hemoglobin,
HbAlc) , 2K FH B0 52 TG | B AH [ (total choles-
terol, TC) \HDL-C . fI%%% F£ Jig 25 FH IH [ B (lowdensity
lipoprotein cholesterol, LDL-C), NGAL KR FHIRHL
B GE LRI R (AT Tk SEAE BT B AR
123 A &HEH

>R FHAR SR PG 18 2R PP Al 1B B Z HEHT (ho-
meostasis model of insulin resistance, HOMA-IR ) 75§
1R % B 21 it 21 BE (homeostasis model of B-cell func-
tion, HOMA - B) 45 %% : HOMA - IR=FPG x FINS/22.5,
HOMA-B=FINSx20/(FPG-3.5) .
1.3 “%itsrsx

P B GE T BT 2458 FHAR A SPSS16.0, RS
I3 AT S e br il 22 (x 2 ) 3R . JEIESST
A K8 AP 2 8 (DU 23 R0 880) LM (Pas, Prs) 136718, %
FE IEZS AT T 0 B4 A5 RS R AT 58
OB o T BORH 2 ] R A ST AR ¢ 4
5, THECSORHEECR KB . I3 NGAL 5 4% 4
BRI A E R H Pearson fRi HLAH G . i Logistic [7]
VA 53 B R A 6 PR 2R T30 MLS 2 A XU o FH Meed -
cale FAF2 I F43HT ROC £k, J3 L7 NGAL 2%

NLR 7E MS 2 M E . P < 0.05 8% %A 581t

2 g R

2.1 — R A A AR A

A 2 ) PR A B b AR 25 RS i X
(P>0.05) . MS 4 BMI, WC, WHR, FPG, 2hPG .
SBP. DBP, FIns. 2hIns, HbAlc, TG, TC. LDL - C.
HOMA-IR NLR & NGALZK -5 Non-MS4,HDL-C,
HOMA-B/K MK T Non-MS 41 , 2 R H G it & X
(P<0.058,P<0.01,%1),

2.2 NGAL L &6 JR 454769 48 K 5 HF

{7 B AH )G 4% 7% NGAL 5 BMI. WC . WHR . SBP.,
DBP.FPG . 2hPG HbAlc, TG ,HOMA-IR \NLR % IF
A & (r=0.228. 0.278. 0.252. 0.239. 0.209. 0.230.
0.200, 0.232, 0.325, 0.199. 0.770, P<0.05 &% P<
0.01), 5 HDL-C & HOMA - B £ 1 #H 3¢ (r=—0.340 .
-0.193,P<0.05),

23 @ NGALNLR 5 MS & % K&

1 NGAL NLR #4704 400 o3 41, DL K Ak
MSAE R RS &, 43 A NGAL \NLRAE [ 7254, LA
AL Q1 4L) J X R 4T Logistic [H1H 4347,
MEAERE PESS , NGAL NLR fiz #5441 (Q4 41)
P b (OR) 43 91 M 11.667 (3.222~42.241) | 3.889
(1.083~13.964),P¥] < 0.05(#£2),

2.4 NGALZ NLR & MS & 5 K64 FRm 418

NGAL B4 NLR i il MS (9 ROC i £k T it i1
(AUC) M 0.683, 95% CI: 0.592~0.765, 'i. & = T
NGAL (AUC=0.664, 95% CI: 0.573~0.748) . NLR
(AUC=0.598, 95% CI: 0.505~0.687) (P ¥ < 0.01, &
3,E 1),

3 4t i

MS JEAE 5 0L = 6 L IR 5 SRR A —
FRACHH S B IR . MR SIE O AE FEAE S MS
WA D55 251, T BB MS Y FE AR I 22—,
Wang 55 IF 5% A BAE B PR 9 /1N BT E FRS s 4
2 ) NGAL mRNA 33k 7K 7 B & & F X B4 .
Auguet 3543 51X 1E H AR EE AL PE Lo IE A B R
W7 40 20 () NGAL mRNA 2 85 P #EA 746, & R
Ja# NGAL B RIA/KF- 5 THrs . 20 BT
%1 & PR B £ IE NG AL ZKSE B T vy,
HIMARK R IEARSG, Bk as RIHER K5
G NGAL KTy, I H AT 6E -5 A0 AE OC 1 4%
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F1 FABR—MRERNREWIERIEE
FEBR Non-MS 2H (n=60) MS 2 (n=60) /1 P{H
Bz (n/n) 35/25 44/16 3.001 0.123
(S 7 £5) 45.12 +7.85 47.47 + 14.07 -1.129 0.261
BMI(kg/m*,X +5) 23.19 +2.32 27.82+3.79 -8.067 <0.001
WC(em,x +5) 82.75 + 7.66 99.93 +9.29 -10.932 <0.001
WHR (% + 5) 0.88 = 0.05 0.96 + 0.05 -8.196 <0.001
SBP(mmHg,% + 5) 123.73 £ 15.32 140.47 + 14.94 -6.056 <0.001
DBP(mmHg, % + s) 77.65 £ 10.25 90.48 + 9.23 -7.206 <0.001
FPG(mmol/L,% + s) 6.00 2.71 11.34 +3.79 -8.852 <0.001
2hPG(mmol/L,% + s) 8.14 + 6.45 17.18 + 4.63 -8.609 <0.001
Flns(mU/L,X £ ) 6.61 = 2.46 12.36 + 5.49 -7.393 <0.001
2hIns(mU/L,X £ 5) 2229 +12.23 30.50 + 16.22 -7.583 <0.001
HbA1c(%,x +5) 597227 10.73 +2.56 -10.612 <0.001
TG(mmol/L,X + 5) 1.46 +0.77 3.45£2.20 -4.391 <0.001
TC(mmol/L,% + s) 457+0.74 5.21+1.43 -3.043 0.003
LDL-C(mmol/L,% + s) 2.78 +0.68 3.07 £0.97 -1.879 0.038
HDL-C(mmol/L,X + 5) 1.37 £ 0.44 1.03 = 0.70 3.169 0.002
HOMA-IR[M(Pas, Pys) ] 1.49(1.07,2.03) 5.41(3.94,7.30) -12.198 <0.001
HOMA-B[M(Pys,Pys) ] 74.01(49.84,105.28) 30.94(18.23,56.03) 4.150 <0.001
NLR[M(Pss,Pss) ] 1.47(1.25,1.77) 1.60(1.55,1.72) -1.634 0.033
NGAL[ng/mL, M(Pss,Pss) ] 56.24(48.38,68.28) 66.79(58.33,83.56) -3.257 0.001
£R2 AEIMEBENGALNLRKESR G EEE £ R
LA B SE Wald y* OR 95%CI P
NGAL(Q4 vs. Q1) 2.457 0.656 14.005 11.667 3.222~42.241 <0.001
NLR(Q4 5. Q1) 1.358 0.652 4336 3.889 1.083~13.964 0.037
%3 NGAL.NLR % MS ¥l 5 ROC #i 2k THE R
AL i AUC(95%CI) REGE(%) PR (%)  BHMEBINE (%) BAMESONME (%)  P{E
NGAL 0.664(0.573~0.748) 85.00 46.67 61.40 75.70 0.002
NLR 0.598(0.505~0.687) 76.67 60.00 65.70 72.00 0.006
NGAL+NLR  0.683(0.592~0.765) 90.00 45.00 62.10 81.80 0.001
1007 R A . ARWFSE R LT NGAL 7K 5 BMI,
1T e WC.WHR } TG %5 hn 2 IEAC , S R4 4 T A
801 JEAEEIRAS FEFR T 2 A9 NCGAL B TR
] JiR 5 AR B AT & MS kA R R
s LFRAS . BHIRTSE R NGALIEIR /1N RS 1
20 I S JR 85 22 7K1 Jb 25 AT TR 0 3 UM 3 e
] [F] Fsf 57 L 118 242 AU ARG 200 i 512 565 A
201 —NGaL S, AE 3T3-L1 i 5 40 AR NGAL 923k, A A
1R —NGAL+NLR T 5 240 e PO 2 0, oAt e 5 R R I
o’ PRBIF5E 5 BRI K 2 BB SRR S 1L NGAL K
0 20 40 60 80 100

E1

1004552 (%)
NGAL.NLR % NGAL B£ & NLR 71 illl MS # ROC

i £

T A A SN TG YT 2 IR T NGAL 17K
SEU HATIAAH NGAL @ 1 12-5 8 A W 016
PE K175 5 B PR AE N T - (TNF-atumor necrosis fac-
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tor-a, TNF-a) FFEIA", DL GE TNF-a s 5 1 JE 5
RZRIEW-1 1 22 Z IR WAL, IS A e 5 2252
TR 515 5 5% Tl O P 8UR B Z APt AR &
I NGAL 5 M pEACSHH8 45 S HOMA-IR 7K IEAHSC,
5 FRIFR A R EA—3 ., LA, NGAL 51 % 2
1EAHSE, HATHFIEHE R0 3 A0 T 300 w8 10 £ bl
BRI NGAL K- T 5 T 5 4 B8 PR RS IR
SIS B EA L DL 4E 3 R, NGAL
EMS YA ARMFFEH MS 4155 NGAL K-
T Non-MS £ ; i 25 .77 NGAL 7K F-TH , MS A& 95 K
Rl Wy

AL BTG IR SE , MS [ & A & SR 5L
AR SR DRAEG B S RS O 18k AR AR
A=A 50 RS A O, 18 SR R B
P 20 A B, =282 A A bk B 440 6 v 4
SEAOE TR, B3R AR slE G 1A 0 e 22 e
YR ) HE 55 , Wk L A0 M AAAE T AR O I AN i K
FRE PRI, i 48R A AR A AT LAAE A RAE TS bR R R
Wrpem i e E AR AW A R AL, MS B
NLR 7K1 & 7Ha , B 5 NLR K F T, MS 19 %
o KBz Bt 2 T, 5 R R R sR g R — S, A,
NGAL /K F 5 NLR 3 IE M ¢ . sh¥ L5 & 3
NGAL Sk BRI 41 8L 19 12- B8 A B PR,
TNF-o M 412 -6(interleukin-6, 11.-6 ) i ZAEFE IR,
N BEBE G A R M0 e 3 B2 T AR 7 41 41 NGAL
mRNA S8 IR IA3E I, IR AT 5 R 46 52 5 [H
FUTTNF-a J IL-6 IEAH I, #4275 NGAL 5184
ICBE RAEEAAIC , RAE 1T HEJE NGAL 5 MS 2 [H] Bk &
I “BFR”

Zi4 NGAL NLR 5 MS iy 25 U1 AH S %, Fo A4
TAE T MS & A= XU L, B NGAL 5 NLR
Eb Bl N B A AR 3 IZMFRE 45 SRR NGAL Bk
A NLR il MS f9 AUC 24 0.683, i 3% K T NGAL
(AUC=0.664) NLR(AUC=0.598) — & Bl {fi ], iIF
SR IR T MS A fE R T MR T, NGAL
NLR Al FH AT LA — 300 MS & e AR 2
Yi2EdE bR

MS 12 BOME BRI O LA B B s i A, LA
SO A PRGRICR  EFERBET R VA5, H.
Bl MS & 9 R (R RGOk T Ok B it
25 BTN KRB A . R, MS TR 2
Wr B B2 R L, LR LR, AT R B MS B
5 Non-MS S A, M35 NGAL K NLR 7Kg % 1
F,NGAL 5 NLR /K-F- 2 IEAHIE . NGALHK A NLR

FE R W0 MS 1) A 92 48 FR AR T Bl ff FH NGAL .,
NLR, 4 MS il RIZ W K 3Ry 7 2 ek . (A7
FEASJE I LT, AR 58 S R BT I T, RE AR A
R, EAHERR IR sk )R PR . PRI, R TR R
FEAS 32 AR R b sl () A B PR A 5T 30— 25 W
I35 NGALBEA NLR XFPEAS MS B .
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