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1 FHE—BFEBLR

21 5 PR B /20 AR (T, ) BMI(Z+s,kg/m?) IR KHE(%)  HOMA-IR(TEs) BEE THEHGEES
NF 41 20/28 61.2510. 32 27.05+3.68 83. 33 4.9242.17 —3.85%1.83
NC 35/45 59.50+12.11 26.8244. 24 38.75 1.85+0.56 —2.81+0.87
P 0. 832 0. 257 0.618 0.015 <0.01 0.033

B H R BATE R A E 0. B ZE P (insu-
lin resistance, IR) ¥R — E m AR B E Y
NAR T IEH KBB4 a2 BB IR 1Y SO0 5L il
BT R R WL IR AT LAl % o . AT 5 B OP
MBI @AM . FL, ARF5E X IR J& &k PVP
ARG B K ) B XU R 2R AT T
1 #ERERE
1.1 — %R BEEL 2013 426 H & 2016 4F 6 A 1F
VU R BB B BE e B RHME B ) OVCE B3 . 98 A
BEWEZ T PVP TR, R T E RV EER
RAFAS B Z: By o b, r A BB 28 T AU (A
Foo P BEAE A B I X T 132 BURE X5 2 i AY
K B T{E/NTF —2. 5,2 W 8 OP, 40 AfR
WEUNT =55 %/ s g 5 ZNE 5 MEAR B B 3r s i S ik
BAG (MRD &7 28 & 8 4 0k 52 TE 4 J8 N5 Bl D7
B2 1 s ARJE 2 TS OPIGYT . 45
FERAIT AR A4 R R D, DL — S 25 W R L .
HEBR AR o - A B & PE OP; 4R OP 5 & 4 HE 4 95 21 1
T o QAR IR L ST A% 5 s HE AR R T

B B A B U5 I AR R R B IR AR e R
B 5E  — B E AR H BURF 25 19 B R » [ ik MRT X
R T IRALHE SN B HER 9 BT K AE S B e SR
R E T B IR RCE S R & S YT 4 (new frac-
ture, NF 4) fI AR J5 Jo & #1 & 4 ) X+ B4 (negative
control, NC 41),
1.2 7 WEMARFEN—BREE., A EEY
o BT FR S M K I OB A ST e 7 2 B S AL T v
E o I3 85 25 KT R A A B A B ik I . RS
- 5 2= HE T 48 £ (homeostasis model assessment
for IR, HOMA-IR) 7+ 5 28 X °F - HOMA-IR= %3
1A (mmol/L) X 25 jF il 5 £ (mU/L)/22.5, ¥
HOMA-IR>1. 73 & SCH IR . &% kbR e . SOF
IR BH A MG IR H(<<2) ., IR H(2~6) M & IR
H(C>6), B %R AR X Ze W A R 1Y IE A7
L,~L, MER T3 T {EH#f . BMI= ki & (kg) /&
B (m)?, WLEE & W4 HOMA-IR, ¥ & & 3T & 4k
FOEEE T{H.BMIfH.
1.3 Siitsgib# SR SPSS20. 0 #4748 1t 4
B i TRH s Ron AL L BCR F ¢ R iH 4K
VAL AU BRI o K% 6 B bR b
SPBER A Pearson HIK 5Bk Ky A Ea=0. 05 L)
P<C0.05 B ESAGI¥E L.
P R
2.1 — MR ZUHYI SN AR E 148 B, B &
ANEE 2 PVP FAR KU IE T 6. et f

128 Bl A T AR T 5T, Bl IR 12 ~54 A4 H L3
(34.5E13. DM H . FEVi B8 A B 3 48 #i, &
HFN 37,500 . Hor A AR AE M BT 30 11 (62.5%0) . 3F
AHABHER 1 18 1 (37. 5%) . WA B 15 % 5 Jr ]
WaErE . ek 3 d. e Kl 1 641 d, F(281.0E
69.8)d, M 1A~ H B &89 4 51¢8.3%),3 T~ H
W& B3 16 (33, 3%0) . 1 45 Y3 & B 4 1 8 B Tt
45 $1(93.8%0) o« Hr R MERE YT 48 I B3 .30 Bl
ST 2B I3 HE T 3 WEYT. A S R
HADIT 3 WU BB, BT AR A O B
(Mg 10 HELL FD4 4S8, 3%0) . Ji B B (i 11~ 2 2 #E)
32 (66, 7%) JEEL(E 3 HELIF)12 4~(25.0%) .,
2.2 PHA—MERER LR NF 408 NC 48 5 7% 5.
AEIE A BMI 22 R Ioge it 2 L (P>>0. 05) ,fH NF 4
B IR 1 A& 9% % HOMA-IR {H 3] & /& T NC 41
(P<<0.05) .1 NF 484 % T {E 0 BT NC 4
(P<<0.05), W% 1,
2.3 K IR WAL ML IR 435 IR 4, HO-
MA-TR {2 7 i 87 B kAR R Z i — 20
T iR T EWHE TR LR ERARIT¥E
SL(P<C0.05); BMI{H 7 3 N4t g vh 2 7 L4 it
R L (P>0.05), L3 2,

*2 KIRTAKE

g5 \ HOMA-IR  #Hkadr HEETH BMI

(T+s) RHEFOD T+s) (Z+s.kg/m?)
MK IR 4 16 1. 854-0. 63 37.5 —2.9340.93 26.8342. 84
FIRZL 20 5.37+0.92 60. 0 —3.64£1.12  27.1243.01
SIR4 35 6.28+1.47 85.7 —4.191.76  26.9744.53
P 0. 021 <0.01 0. 037 0. 104

2.4 Pearson MMM TERIE T 4F % A1 51 4
A% J5 » Pearson #f & M43 #1 i 77 HOMA-IR 58 %
B TR E(r=—0.361,P=0.027), 5 & &
WEAEFRZIEMAE(r=0.413,P=0.015).{H5 BMI
I (r=0. 265, P=0.311), BLAMEHESH
KA kAR R A G (r=—0. 149, P=0. 081) ,{H
BMI 5 3 & B 3t & £ %00 B % M et (- = —0. 518,
P=0.634),
3 3t it

PVP AR JG# & B 3 & W 2 45 WU 58 i 18 22 738
K AT RE 5595 B A0 A AR HE TR BT B 7 I ) A R R
AR, HEIARIWIR BITH R L2 DHEREE W
PR FE SRR RS . N ATHIEHMAT
PP BOME B BT AR E L BaRE T b A 1 43 BT A R
R4 OVCF (& 75 2R 0 AR b 3R LA 8 95 0 - 5L
T A (14 I R 52 B 0 34 R B L AR 475 A OP E 513
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R T A 95 A B & 78 PVP R ¥ 4T T HLYE B9 BT
OP 3897 o AHA I BfF 5% B U5 S 7 » BP A 52 1 Bt OP
IBIT N RS 375 VMR TE PVP KRG 8 & B ¥ .
PRI PR 5 G XU TR 3R R AR G T 2 30 A A Ao 1) i PR

U AR A IR L TR J& — A 18 P W R 119 98 i 2o
o 20 DR o P 0 L 5% A A RN B G S AL AR
R B 240 L XTI 2R R | R B VR TR 4
o AR 3 2 2B AR e B Y HLIR & R IR B
L35 R R SR FE P T o TNF-o) ik B8 £ L T TNF-
o AT DA S 108 1 A B B2 7 43 A o U o DT 39 5 i AR
H B WA 5 99 A TNF-o 3 ] 400 i) 5 15 40 9 Bl
8 2 A S AT ) 2 AT S A A A e b A
RBLNF A 38 IR KA EB & T NC 4, H
HOMA-IR {8 W] & b8 38 2o A OGPk 43 07 i — 25 8 7
HOMA-IR 58 % THERAMX, U IR 5 OP
KA. BN A 2 50 I 5% R R OIE 55 & 4R
B S E IR FBES OP BE £ IEM XK, Hitk
AR HEDN IR o] DIAE Sy — AT PVP AR5 B &
HATHERH &R .

KRBT AE £ IR W20 53 A Hh & B, B E HOMA-
IREM T E R H T KRB Z i — 2 ET X
— S5 RAER T W H A A G, Pearson AH M 4
WAESE TP Z [ S BE A OC . AT 58N, A LA
FIEK IR /N PVP AR5 /& & 9 B9 KR B &R .
PVP AR J5 & & 3 ol fig 2 P 2y i 7K I8 10 2 46 75 4
RSS2 D HEAR Y s M L AR AR T HEMROR Z TR
(9 07 3 VR 1T s AH Ty 85 22 (1 02 OP B el s, S 80T
R HEAARCE R A2 OB T B TR R
AT PVP R B E B2 1T OP 167 AT
BETEE R TR O3B A e B W R B 8 1w Jr T
PIAFAE 52 ) o 11 AR A 9 8 P ) R 1R h 25 25 ) g
308 Ao 00 ] R AT DA T £ 1 b S 0 % R . R I AE A
J& B DR 52 B, X IR R J5 AR AT DL R
PR FE B8 I 25 4 o DT DR 4 v i % R AIORT &
BT AU IENR BMI {2 PVP AR5 #H &
Privym fa B E D E AT 5T T BMI 508k & 1k
Az R I R R DR L 3X T B 55 AN A1 9 161 22 R B IR
AR A G SE Ay BMI H 8 m . 3 REF I
PRUFFE AR B s BMI 5 HER L AR 5 &k 5 X &R
AR

AT HASRAEAE — S AN JE . (D) B FE AR i 8K
N B 2 i N A A Al T 5 (2D 5256 Bt 2 ) —
S T B T B RO PR 2R An B K U Y T = HE A
B VHER S A B R A G A BT R TR A IR
B IR X F PVP ARG 8 & B T iy 52

i TR VIR W] 2 Z AR PVP ARG B 3E B &
TrfElmE R, B S 5% BRI, 255 S8 M
REPH— MBI R, 4 56 E PVP R )5 & H
8 Il R 35 7 SR M S AL 1 BT 1 S B
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