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EAE 8 S S

o s 2 4= 4 A F 1%
EFTO, BBAT, BELY, T

(LT PR Boels, Wil 778 315211 2. 7 BT SR IX I REENE AL IX TAEAR S50, WL T 315040,
3UTIETERNEERE, WL T¥ 315040; 4.7 B i M D AMMERE X TAER S oG, WL T 315040)

WE: AR ERRE BRI E X R, KRR X KB F T 262 4 JE 48k
%22 )5 oM EAE L1-4 Fo X B 27 (Femoral Neck, FN)#9 /8 % & (Bone Mineral Density, BMD), F#&
M T H I8 B A AR & M Fe BRI R AT A RIS F KT, R A IS Z AR SR IR 4E 4G
M By Z 4 (Homeostasis Model Assessment of Insulin Resistance, HOMA-IR)#54c 5 L1-4 #= FN
BMD 3 2 JEA8 % (P<0.01), 12 /£ 4% %] 4 & 45 # (Body Mass Index, BMI)5 i % 3 = B (Free
Estradiol, FE2)7K-F J& 48 % M3 7 % (P>0.05); & HOMA-IR £1(OR=0.59, P=0.003)#F=  HOMA-IR
28 (OR=0.52, P=0.044)8 & Ji it B 9% K e B F 1% T4 HOMA-IR 48, {24 £ BMI #= FE2 J& £
J+ 4 % (OR=0.81, P=0.263 #= OR=0.68, P=0.268); & HOMA-IR %17 45 % K -T2 F AL T 1%
HOMA-IR £8(P=0.001), Bpf#Az iE BMI A= FE2 J& £ 5443 A %t 5 & X (P=0.027). FH ¥, W E ik
T A AEHE Fr g 28 22 G S PR TR BRAN S 0 Ak AR AP SR B &, B 45 & T Akl il ®5em o B 4

P By TR S SRR Y

KR BRI, BREAE, BEE, BB EY

FESES: R592

B JFUHR AAE (Osteoporosis, OP) A& —Fi i LAY
IRATHE BRI, & A B SR nle i 2 A A
SRR R B 2 A S A BRI a) Y AR
R SHITEL BERONEHOERIR, BN,
MG e s> . E9mE TR, s EETTX
SRt MR R A R B
SRR, 5otk T O IIRE R, kN
MR, B OP MITEAHED. s SRR
EH 22 Fh R 25 |6 19 J 5% 348 1) ZH 2% A B fi
552 RN PEREARA — PR BARA, 5A04E 2 IR
J7i(Type 2 Diabetes Mellitus, T2DM)FEMN )L
RO S IA Y, B F DT T2DM %A
K A B B e AR BUIR AR, TERE IR
B, JHES) 2 (Insulin, INS)ZAEREM, LU B4+
T MRS INS 755K, B8P e % 1E
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J# (Bone Mineral Density, BMD)FIH 4 #bri
(Bone Turnover Markers, BTMs), &I 55
Rz BIFHE R R, 4 T2DM Fl OP iy HLHH
Biria et

1 HREFAE

1.1 AARAE

WFRATSSRE 2017—2020 SELET T 6 KAt
X T AERR S5 DA BE B B BOBRAA 1297 HO 2 OP
IR R R, DL HRE TR T 4L
W R, FBIEYIR A E SR
BIT. SERCA TR H it A N SHE
FbRIE TR e ST R 52 3k 262 44, PR XT%3
ZBRAMERE . NERE: (DARTE R,
(2) HARAEZE I T0) KT —4F; )R HPUE s
i AL, b HEBRbRE: (1) A FH™ K

PR . PERIRLL I E TR A2, )/ FFH
ARARTHBETUEE /IR . VRIS . ZXXIRPE R
TRFPIREA BITRE; G 6 N H MR HERK
s 2 AL B,

1.2 Bk
1.2.1 — AP E

NN ST AT G R FH G2 — i) [ 6 A ARl £
NFZERRIE . BEAESSR S . 2G5 dE. itk
PP R TSR, SR Haiborda H
F B R EEASGI & B i (m) AR (kg), B3 T
BPHEIHHRAE S & & P ECR T ERE
184 (Body Mass Index, BMI).

1.2.2 BMD @&

H AR B DT FHLRE X 2RI (Dual-
energy X-ray Absorptiometry, DXA)XF5 T4 i3
745 BMD 4. 7 DXA HHH & BTt
SATMEROAFERHEAL . FRIBEET . BHE A
fRARFEN, MR NAR Y. B2 e s 0045 4
B WEGRAIEFE BMD, AT E SRS 1~4 B
HE BMD (L1-4 BMD)Fl % B % H % & (Femoral
Neck BMD, FN BMD), F&H it 5 TAZHZY(WHO)
WD OP bR, T< —2.5 F OP, —2.5<T<
— 1.0 HBERED, T=-1.0 FERIER, Hip, 7=
(BMD SEIHEL — [RIF e R A 15 A NN %
JEE /Il el (R 0 L T 4 NV 3 b 22,

1.2.3 BTMs. #4455 M =B Aem

HU T8 SR e 2 BE A A sk i, 539 103
JEE-80 CLRAERFRL. RHP K Elecsys 2010 Hifk
R4 A BRI S BT AU R e AR S
IR EY) B 5 2 (Osteocalcin, OCN)FI I BIRIE
JREFE AR IR (Type 1 Procollagen Amino-terminal
Peptide, PINP) . ‘B RIShREY) B- b 1 BRI AR
F AR VP (Beta-isomerized Type 1 Collagen Carbox-
terminal Peptide, B-CTX).INS LA g4 5 HE A
(Sex Hormone Binding Globulin, SHBG); BEEkG%
W Bt v (IBL 20 W) 32 571 80 ) A% D0 S M — 9% (Total
Estradiol, TE2), IfiL{% Ji7 &% W % (Free Estradiol,
FE2) R UL T 23018 FE2=TE2/(0.68xSHBG+
DM KX FE2, TE2 #4724 pmol-L™, SHBG #
3>k nmol-L™; R UL 72 8 JF/REF/A H) AUS800 4
H 3l A= 4k 53 B X 53 A %5 BE 1L B (Fasting Blood
Glucose, FBG), FFitHAa AR Ak i B 8 24K
YU (Homeostasis Model Assessment of Insulin
Resistance, HOMA-IR)$54{: HOMA-IR=INSxFBG/
225121 b INS Fl FBG 847435k pU-mL™' il
mmol-L™. EFRKIMATHIEATEN T, st
SRIEEAE T, TE2 W@ N 2s S R %
(CV) 4 1.99%, 1tiE)CV 42.33%; HAEFRIE K
N CV BT 1%, b CV /N T 3%.
1.3 %ot

% Fi PASW Statistics 18.0 Z P, EA
SR LB R EER R, JEIES A
DL (U o hrlale) £ R, FF4 B AR EEER G
T IRES AT, TR LB (B 4 ) B,
ZH ) B LR SR R 7 2500, ZELECR
H LSD-¢ #5%, S48Fna)rAH R Pearson AH
T, 2N logistic [T L4 4%54H OP 295
S, P<0.05 AZERAH G L.

2 4R

2.1 ZRFERFTHAAE

262 AHZ G M RISERS(58.7+4.7) %, BiE
(159.1+5.2) cm, fAHE(58.4+8.4) kg, BMI (23.0+3.0)
kg'm? FE2 1.95 (0.78,4.56) pmol-L"; FEfCisHFEHR
FBG (5.7+0.6) mmol-L™, INS 7.0 (5.1,10.3) pU-mL",
HOMA-IR 1.79 (1.27,2.66); & ft i 4% OCN
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(26.6=11.8) ng'mL™", PINP (50.3+25.9)ng-mL", pB-
CTX (401.5+228.1)pg'mL™", L1-4 BMD (0.97+0.18)
g-m”, FN BMD (0.82+0.13) g-m™; L1-4 B FN BMD
& WHO 2IibriEr) OP (i3 76 A, HE/>#H
98 N\, HERIEH#H 88 A.
2.2 BARMIBAFE AR FF IBIFMREF 0G40
% H
FBG X 54E#E 2 IEAHSE(P<0.05), M5EE .
R . BMI Fl FE2 JEAH %4k (P>0.05); INS Al
HOMA-IR 5k . BMI #1 FE2 ¥4 & i3 FAHE(P<
0.001), T EAFEHFI B S TCAHSGME(P>0.05)(GE 1).
x 1 HEREHERE AENE FHE AR R

(Pearson tHX R )
Iz ERy BE AE BMI FE2
FBG 0.158” 0.112 0.083  0.020 0.062
In(INS) 0.041 0.098 0.343” 0.364" 0.3329

In(HOMA-IR) -0.008 0.113 0.366” 0.345" 0.323%

24 BRMEFRMIIFGA LS
FBG {5 PINP 2 fiAH%(P<0.05), 15 BMD
FiHAt BTMs JToAH#:(P>0.05); INS Al HOMA-IR
5 PINP Fl B-CTX HJJeAHRNE(P>0.05), Mit5 L1-4
F1 FN BMD £ IEAH%(P<0.01), 5 OCN £ 7%
(P<0.01). MIEFNAAH VT4 Rz H BMI 5
FE2 J5{ii Pearson fiAH>% 4347, ‘7R INS Fl HOMA-
IR 55 L1-4 BMD. FN BMD F1 OCN HAHE PR
R BE KT (P>0.05)(F 3).
*3 MRS SREEROEXLE
B % Ll-4 FN
E =1 0 " OCN PINP B-CTX
¥ BMD BMD
FBG r o 0.092 0.049 —0.038 —0.129" —0.061
In(INS)  »  0.281% 0.234Y -0.193% 0.007 —0.018
R 0.098 0.083 —0.114
In(HOMA-IR) »  0.282Y 0.230” —0.188" —0.018 —0.029
R —0.109 0.085 —0.110

: In FoRVEARXTESE:, FER]; 2)F R P<0.001, b)FE/R P<0.05.
23 FR#MIEAREEAKRDZF BB TG
* M
L1-4 1 FN BMD 54552 F1AH5E(P<0.01),
M5 55, A%, BMI Al FE2 BIEMHE(P<0.01);
BEATAEPRT PINP 5P 18bRIoAH 4 (P>0.05),
B-CTX (X S4EHS 2 FAHIE(P<0.05), OCN NI 5k
#H . BMIFl FE2 ¥R FAHR(P<0.01)(FE 2).
x2 BREFERE NMENEFIERMERREAEXME
(Pearson HHX & %))
LD ERY B8

fkE  BMI FE2

L1-4 BMD -0.250" 0.177" 0.480° 0.446Y 0.428"
FNBMD -02770 0.168” 0.415% 03909 0.324%
OCN 0.004 0.037 -0.184" —-0.223¥ —0.215Y
PINP  -0.208 —-0.097 -0.014  0.050 —0.025
B-CTX  —0.138” -0.065 -0.056 —0.021 —0.028

1 a) 7R P<0.01, b)F7R P<0.05.

#: r o4 Pearson HHXREL, R MIKIE BMI 5 FE2 JG8ftHx 2%,

a)F7R P<0.01, b)F7R P<0.05.
2.5 REMSERIAFEER ISR

VL= R 0 5285 HOMA-IR 7K P43
= (H-HOMA-IR) . H(M-HOMA-IR) . {%(L-HOMA-
IR) 3 4, THNE 574 87, 87 HI88 A, 3 4%
WEPR LR 4. SAUFER TS =2 (P>
0.05); HEENE3 H BMIZE A AR, HAALHRBI PP
F A8 39 4515 3% X (P<0.05); H-HOMA-IR 41
L1-4 Fl FN BMD B35 T HAWPILL(P<0.05), {H
TERZIE BMI Ml FE2 J5ZERH5(P>0.05); i H-
HOMA-IR 4 OCN /KFRZEKT L-HOMA-IR 1
(P=0.001), ¥Z1E BMI Ml FE2 JGERE S5
X(P=0.027).

. A3 4 OP JRBIEL Y Ak 17, 23, 36
B, HIHRSNHN 19.5% . 264% . 40.9%. %K ZE
logistic [#] 5 i, 7R H-HOMA-IR #H (OR(95%CI)=

%4 H-HOMA-IR, M-HOMA-IR #1 L-HOMA-IR & ISR EL &L

i3] P BMIQ FE2/ ) OCN/_ | L1-4 . FN Bl\_/iD/ OoP 1@]};?5(
(kg'm?) (pmol-L™) (ng'mL")  BMD/(g'm?) (g'm™) (EHZE/ %)
H-HOMA-IR  59.0+5.5 24.243.1Y  2.60(1.22,7.88)Y 23.3+9.5Y 1.02+0.19 0.86+0.13Y 17 (19.5)Y
M-HOMA-IR  58.7+4.4  23.0£2.9”  1.92(0.79,424)  27.3:13.9 0.97+0.17 0.81+0.13 23 (26.4)”
L-HOMA-IR  582+4.0 21.9+25  1.41(0.554.04)  29.1+10.9 0.92+0.17 0.80+0.12 36 (40.9)

1 a)FR 5 M-Ail L-HOMA-IR 2HE04E P<0.05, b)# /R 5 L-HOMA-IR ZHHL 5 P<0.05.



66 TR (BT 2022

0.59(0.42,0.83), P=0.003)#ll M-HOMA-IR #H(OR
(95%CI)=0.52(0.27,0.98), P=0.044) 5 XU i 4%
T L-HOMA-IR 4, {HZERZIE BMIAI FE2 J5 22 508
J% (OR(95%C1)=0.81(0.55,1.18), P=0.263 Fll OR
(95%CI)=0.68(0.34,1.35), P=0.268).

3 g

B 2 R S B I AR A A e AR BT
HIRER, DA 08 ) 2 003G e vl g B U ik
B AR AR AR . IRSMIF ST & B, 24
BB T E K A R0, B8 755 T 20 i A
B A MR TR N, (A R ST RGE IR
BT AR A 3 6 FIRIEIRBEIN F o S S IEK 1
FUHEEACL R =K, mnfib & AR s, Hi
55 8% B MRS PE, Heah, T A BT i
RANK. RANKL %A F33K/KF Mt St dh i & 4
Wasrtk, festamlc". ARk FBG 58
T B T ) T BB sS4 PINP 2
TR, FRMHAE v A B 7K - 00 B BT BEA 1) ok
B 4 L 434k 5 3 P T 1 R T RV L, DT
X E R AR S (H AT ARGE, TEdRE
PRI AEEH FBG 5 BMD JTEAHRME. ARBFFT iR
%P FBG 5 OCN. B-CTX Hl BMD Z[alf£TEAHX%
P, XATRER R TR IFSE R 200 FBG Yok
REEIRGISWK T, HX i EiiEshie 5 BMD
Sp2lnE SN B il S

SR AN SR A RN Rk INS %
P, R, INS {55 ] W) B a1 s A5
B ETE RO B A A 52 00 B . AR AR SEBRIE
SERCE AN INS A2 - A M AN S AL P
WA A HREREED) INS AESR e i E AT R,
TEEIE A A . DR PE B A R R, A
e E TR, SR, INS i AR P &
F 37,y NI TR B ti = gt 20 A A S e = 04
IXEHH INS B [ b (i 32 i B Fas B A ) 434k f.
IHEE. FuZEP MR SL I 7 INS ZKF 5 PiRP 4 A &
SN B FRIBI R IEASE. (HA, INS HZ KRR
FEPU A A RO BT ik e B35 2, INS Zat
SIS 1 BIBEPRN A BMD L AERERR iR
U HAET KBS, 3277 INS AYfeE T A
FHAERT A BARAEFZTH INS 5 BMD 2 1EAH

K, HTEROE BMIAIER R KPR AR RIR O, %
HATEAERE RN 2 e Lotk b, INS AR B
oM, B DR 52 M 455 5553 T 0 A T A 5 3R X 4 P
. BAh, AR RINE INS KP5 5 e
BMD RIEERIEMS, mS5H5E BMD Flfgg;
PR GAIER, R, ARBRTT S R AR REHERR R
T INS XA EA A [ A BT T

i Sy AR U 15 2 5 M) S A ] s B B v A5
4. NIRRT R B, RIS BB EF,
Yo B I 2% IRE AN B 5 RAKDUA B P RE IR 0N
3N BMDPY, JUFRTA ST H Rk ZHkPie
Z VG REAE# K B T W2 F5T. Abrahamsen
SENRE, AR AR, S s
BMD %% 5. Shanbhogue Z:*1 % 3, TEAEBEIRIA
U2 J5 A, B HOMA-IR # B ARE N
BMD FIEH#ERI B f4E ), HS5RETR, Hi%
Whoe AR e W50 . SR AR RO 7T R
SR 5 R HTAE SC Y S 2 s B A (e
BIERAER. —I T 1000 Z3ERE R SR
KT T 9T % B, HOMA-IR S5 EEE o/ NE T AR |
B AR 00 B T T AR B S S ke e ),
WS eI, SARMERR RE AL, #ie
Wk T2D B AE B AL tER) BMD B, Hd4
PEEFE SR B, (HIXPAHSEMEAERSIE BMI JG iR
FEHEEH R FEASTH, DL HOMA-IR WA
IR 5 24K 5 BMD S 1FAES, {HAZIE BMI
i FE2 JaHHRME S, 2K 2 logistic [u])-H17HH
H-HOMA-IR ZHF1l M-HOMA-IR 2H OP EJp5 XU i
FET L-HOMA-IR 4, {HFEALIE BMI Al FE2 J&525
SHIE . A RN B RS BT S AR
() Ve JBR 5 2% M W RS BMIT AL 3% a2 2 i)
BMD Fl OP LA NG, —J71Hl, & BMI HIAEE
K, TPREATRFE) B3 ) B g i BMD H%
PERNE, IRAEHNEES BMD (ST IER
REFHAEEZE. H—J7H, BMIEE & a7k
& i, BRRFAZINTEE 518 MK T &
IiE . S NERGIE . A SR R AL A
R BT L, BRSZEYOEIE OP HAsT
PR RS R, AR S F AT T2DM i)
ZE T XS INFAER A BMD BRI, winlRE R
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TR SE, BIUSE R DEIR, B et
IErEs,

s 5 RS ERN 15%/4463F BACENGER.
FHIEEF, B80T LLES W — S EE S T
Z5ARe RS, Hrb e s ) OCN A&
PRSP LIS BT 680, OCN al vk H T ik
W, HEWG . WUAISERRE, 5B o AU,
BN RERTEAEIEIN . MUBEACE AR P ER SR 5
b, Z5UETRE RS, (HARfEE B, i,
HIT ) —I 5T & B, BB OCN FEK/NRIFAR
FEPL B 550 5 K B S5 B AR o0 &%
RAFAR—5, ELEUREE IR B E Y, A E I
OCN /KF5 INS 43 IEAEDY, hEgZ G L
PEIMLTE OCN 5 LK P2 7R D). Shea 5P
i, fEEE B AT, OCN 5 HOMA-IR
BOHE. XL OCN Mk sy 240
FEHE RN R ZH 2 R U, {H, $8 Starup-
Linde 5058, 7EfRRE S 2iR56H, OCN 5
IMLBEFN INS ZKF TS, Lu Z555E 754E | h4EA
HAEARREIR Lo tE ARSI OCN St . INS
1 HOMA-IR HAFHIM:. N4 a0 A —5L
IRE SR RIAERY | PR RS, AR
AR UL ARG T TP AR IE TR AN 3%
Ak EARMIEH, BATERIE BMIH FE2 J5EHE
PRIRHAZ JE Lok OCN 5 INS HIAHAMEHE 2%, {H H-
HOMA-IR 24H OCN /KA K T L-HOMA-IR 4,
45 SR OCN TT 4R AME ZH 2R 5 R RY
M.

ARG LR, TEAERERIRAZ )G Lotk N
FE, INS S8 FHP T RE T BMI AR 0]
PRI OP KA UG, RS EHkPiHtIk
OP kA7 {4 s XU A 2, i OCN R i i 50
S JEIZH 2R U2 S B AR
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Abstract: The current study was aimed to investigate the relationship between insulin (INS) resistance and bone
metabolism, the bone mineral density (BMD) of lumbar spine L1-4 and femoral neck (FN) in 262 non-diabetic
postmenopausal women who were diagnosed by dual-energy X-ray absorptiometry. Bone turnover markers,
glucose metabolism and estrogen levels in peripheral blood were measured. The results showed that INS and
homeostasis model assessment of insulin resistance (HOMA-IR) index were positively correlated with L1-4 and
FN BMD (P<0.01). However, the correlation did not hold after controlling body mass index (BMI) and free
estradiol (FE2) levels (P>0.05). OP risk in the high HOMA-IR group (OR=0.59, P=0.003) and middle HOMA-
IR group (OR=0.52, P=0.044) was significantly lower than that in the low HOMA-IR group. However, the
difference was no longer existing after adjusting for BMI and FE2 (OR=0.81, P=0.263 and OR=0.68, P=0.268,
respectively). The osteocalcin (OCN) level in the high HOMA-IR group was significantly lower than that in the
low HOMA-IR group (P=0.001) and the difference was still statistically significant even after adjusting for BMI
and FE2 (P=0.027). Therefore, INS resistance was not an independent protective or risk factor for OP in
non-diabetic postmenopausal women. OCN may be involved in glucose metabolism by influencing peripheral
tissue INS sensitivity.
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