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Abstract

In recent years, it has been found that people with type 2 diabetes have an increased risk of osteo-
porosis compared to non-diabetics, and that the prevalence of osteoporosis in the type 2 diabetic
population is increasing every year, with people with type 2 diabetes being at a significantly in-
creased risk of fracture, particularly hip and wrist fractures. This may be related to the fact that
diabetes makes the risk of fracture increased, delayed fracture healing as well as oxidative stress,
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insulin resistance and other reasons. The aim of this study is to investigate the association between
type 2 diabetes mellitus and osteoporosis, which will help to better understand its pathomecha-
nisms and provide a basis for clinical prevention and treatment.
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1. 518

2 AUBE R (Type 2 Diabetes Mellitus, T2DM) & —Fi g MEACEIPE T, FARR AR R 8 SRACHURIEE 1 3
ST, FEUMMACEA S RERERBEEBER ., A7 5. IR, RSB Rm s
. Bar, MEERERTG. AOZ# . A7 U0, BRI (Diabetes, DM) ) R 7 % K ik
i, ESuil, 2018 & 2019 4F, [ GRS s A AR G P 0 T 42 o) o R e D TS 4 ) o () T
gE IR, FRIE BE IR RN 11.9%, #% ADA 2010 “EFrifE 5 %N 12.4% [1]. B 55 FA JiE (Osteoporosis,
OP)J&—F 4> S PEE #E , HAF AURMKE BAE AU WNER, SECE MM mmgdr &4eE2]. 2 3
B PR 995 N PR i R B P ) SRR 2R AEAE IR R =, 2 AW PR R i P A B BN, S TR SR
JR B AT N AR B B 8 3, IR ANIR FE R ML 0 A 802 W7 J S a7 A A LR .

2. BERRIRS B BRALHY) KB
21 BEEMRK, FiRKHEmM

WHIRaN, 2 BOBE PRI S I XU L AR R R 8 2 = 20%~50% [3], I 2 B0 - 47 A0 i 0 v
1o IX T B 550 PR S T AR DR 164 0 R B B BRI 0% XU x S R i1 (Hologic Horizon W, USA)
AR, 2 BB PRI - 30 (Femoral Neck, FN). 4xfi(Total Hip, TH)HXE X B 4L N BEA 5 58 K P 1)
% & (Bone Mineral Density, BMD), SR & FIAfE 4 (Lumbar Spine, LS) 145 %5 4% 1 1 & 3T AU [4] [5]-
W PRIE IR AR R IR B A 2R = ) /K P 2 W PR R (R Bk JR B T vy, A SR R B D AR, X
XFE T G B T B AR B, (A IS S R P8 W] LA R T A R L, i — 2P S O R
PO N SR BT B DL BB T R XUBG 48 v [5] [6] WFFTREIL, Bl ZK-TAE— R 15 BMD /K1 2 1E
FHE, XATRESE TR R4 K -1 (Insulin-Like Growth Factor 1, IGF-1) 51 5 & A MK S5 H
K, BRSBTS AT IGF-1 ZRM TR, M2 Bes A B [7], AT i i 40 B
IR AR, I E T [7]. HEERKIL, T2DM Bl 5 2 ) s A 7T Ae 2 8 i ARk
PR T RAE AR, 32 B T 5 2R AT DA AR IR IR A ik 3 <= 5 S0 B KUBS 3G, T K R R A= R
WA T2DM 8838 i & 2 ) B 4 UL R 98/ R [8] o AEWE PRI VBT I RE o, 0 R Bl 245 060 K0 20
K PRI B Rl e AN AT /> FLAERRZ 5 (1, 1 H ATA LRI, — 28 AR FERE 259 1048 Fl = P4k BMD JF:
SIS, ey RS 2RI I A B I I AT A, BRI . A A BT (1) BMD [9]
KT ORBEFEZY) S BMD FIEHr R HOC RIGEA G — P E R, A %E VO = R 8 5 202
HE L BMD [ FRAI[10], (HAA BT, — WSO B T8 A e #EPE I [11]. PR, i1 T2DM &
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& BATEAE I 25 W42 ) AR AT B0 (R I B SRR (1 BMD 224k, SR LE X BMD 2/
2.

2.2. BITMAER

HEEATF RN OERFARR T, TSR EZE X, §RE2 - 1Madn2 SRR,
BV 2 P RS RANE 5 4%, FFE IR B, BISGE. (EEMEBHB[12]. EAEENZ,
AR 2 BRI B RS 8 A A R Z AMAE B3 RBE[13] . WE PRI 2 —Fh e 28 MRk
Wi, g AN 55 B BOEBENE] . SRR AR AR R e A SR A R B v PR L AR A
[14], SRl ot KB miE E, FEEIT B S BARER . @154 L8 BRI A il R4 4 0 A
TR, SECEIRAE A R EZE. PR, 24000 R s B2 S 8UE #R Y
FRZAR[15]. RO RGBS FECE A2, R R RCE 4. MR . B RE T 4 R B R
A EAEF[16]. {EBNPISEI ORI, R4l B RSB R §--a (Tumor Necrosis Factor-a, TNF-a) ] LAE A BE IR
TRIRIT AL, SRR E TR AR ARIKSE TNF-a ST DUEBEE T &4, 1 TNF-a 2R B /N 6
SRR, RO R E @A RRAE[17]. I OUIE R R RIG T SRR T i — & 2, EAUE B
FHIBERERCR, T DLBIN R & R MU, PR E . s SRR AR E R R AR, (HE,
MR 4T & S AAE I i, MR E R, s, S5xAMtt, —HXUaIT
W 20 ) R SRR/ N R AR A S, B T HORUIOR RIS A R, (R R T N R B TR
B, SERERET, T HUNON A Y B G B B AT AR R [18] . H . I — IR R,
FOUNCRT DA Ao B M AR, i 3 8 & A T AE ARG [ 19] . — FXUNFE B4 T R 8 L E 4 /1 I A8 A
PASCEEAS B G R H B (— Fh SR R 08 R e 1 I ) TR ke, AT 3E & 4 i A
[20]c HHHHRL 20 B S GOER B8 R 1 i) MR 4 a1 e B (Neeutrophil Extracellular Traps, NETs)2x 521
A, 5 2EF RO FORUITR] LR BB A BT g 4% NETs W i bl e [21]. B2, IR 2
SECEYTE AR o T IETT R R 0 254 (an = B OSUI) X T A BRI M A AR S, FRATTR B IR
(R SRR T R BIML, AWE PR B AR, Ik R R A 5 4.

3. BERRSE T BRI

B BRRARE (¥ B0 R ok RN TE, IR 2 AN BB REAAAE, Horb Lo MR IR R0 22 5 mi[22],
ROG AL DA T ZOE A BRI 2R E R, A EZER KRR, (HE
JRBRFARE B AORE R BB B D e AT R o 1 T BUBR AARE AR, B i gs, FE kAR
HIFRIERATT, 25 B KAt Br SRR 7 E RS,

3.1 SIESSEHNH

B PR S5 A P T A AU SR LA s MRS 2 S B U S FEIRES . RS HRIE . 7= K& H i
5, BT RREHAR S S AN U N [23] [24]. WEFERME, EALIEAE E BRRAE ) R LERUR e P i
HEEH . AN IR G RR TR SRR AT, TR T “RRFIRHT - SihE - AR 1)
GHEPEIN[25] 0 JHRIR B AN IE 2 i D REA T 4ERFE 5 [26], 1M B R 8 I3 7% 74 5 (Reactive Oxygen
Species, ROS)/K-F-F+ i, ROS Refg BriifRIR g 4f & st A4ERE i . — %4k (Nitric Oxide, NO) &
PRI B BB AARE ¥ 3222 ROS, NO 33 B — %L A & B (Endothelial Nitric Oxide Synthase, eNOS)
WA S —E A B A B (Inducible Nitric Oxide Synthase, INOS)I 11, eNOS B 1&5E mklis S 2>
TRyl INOS FRIA I Bh T bR AS Nl au A i, PEAS R 4B i 2 LRI 1R [27]-[29]. AR
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JARAN IO U AR B, AR S 5 A A R A P PR [30] [31], a4 AR H i 1l [V 7 o 5 ol 441 i
TR RS 20 P (3 L [32] S5 v 400 B A R P DA S A R P AR A T I, X e 5 e B 9 i
TR, 5 SO0 20 M AT i 0 B 1 2 TR SR A, B e R B, RS I T I I %, 58
B BB FE[33] [34]-

32. RRERNSKRERRZ

W R 5 AT AE AN [RVRE P P MR 5 Btk = I i B R Pt (Insulin Resistance, IR). JCAT IR TR, B
R EAE NI A A A E R EEAEH, I B AR EX MR 5 IGF-1 FIRVRSS IR
P2 (Parathyroid Hormone, PTH) &%t A 1 FI[35] [36]. IGF-1 J& & 88k & fAE K DL e Fr g i
ARKRETZ—, IGF-1 A M A IE T, S0 scs g 3a 5 A 4, 3 7 /NEE e, FRRIET
NG U R o IGF-1 38 A] DAFE B B2 BT vh = AR R A7, SEd B 40 Wb s 55 23 Wb A FH (I a3 s v A L P 189 4 5
SR B IR AR B 5T LA IR IS A 4 41 2 VR F [37] o TEMR B R Z BN WA Y R B, B T Fdik
A, TR B 26T P LA #2[36] [38] . X — m7E 1 BUHEPR G 85 & BAS 3 7 3CHF. T 2 BU0E R B S
FEAAIEL, EAR BMD HE, HE 47 XS E[39]. iXEH IR A g2 Fomi ik & 2 Mo i B, —
TR W T BT A A, S BRI B 20K 575 /0 4E BMD 2 1EHI5[40]. IR 5452 Jm 40 4 1) B Jo - B A i B 33
BMD £ fifHo[41]. Kk, IR ATRES sEMA 0 R IMLE 5 B B2 (M B ORE., JF XA RS W& T se 2
FEAER—EE R

33 WMERXERBRRE

B PRI AN REAS 52 28 B IR ThRe, Rl I BRI BRI SRS R AR B 1 ThRES
SN S AQU I R [42] o E5 /K52 B =P 2 BB TR TSR B0 AS TTT, BP PTH.L 1,25- 4k 2 Ds (Cal-
citriol, 1,25(OH).Ds) F1[% 415 2 (Calcitonin, CT), DL CRfiz 8 25 1 78 4 ST B 78 8%t 10038 4 i 7 DL S i
B HEHEM: 2 R4 . FERE R B, SRS REL . FIARE AR, TIRR bk A A R Y
S PRAE[43], PRI B4 /)N SRS e 0L PR R R Eh HEVIE S8 38, 5 R BERR S5 AAR L, BT S
AR T H B A AR A O R SE AR R 0 5 2 e [44) - B PRS BR 3 R Y 1) B 485 25 2R T R S R A B R (I
PTH 1 1,25(0H).D3) KA 51 K. 25 b, BEIRG 8 25 5 B AR 38 EL L A R D vz, TSI
HH, IS R

4. BMERBRHEBER

B AR ORRE S LA T LB AT, B RS S RLZ S0 B S R 2 SRR SZ WU
R 2 L 3 N AP e N7 R EL R R R o K I A A e AR L S ST M A R A L P
BNR ARSI o B PRI BB AT RE T LUR R AT e Buash b, TR ik 1) A Erhs
TRAZ: W PR B B A AR, RO TF IR PR B0, X EER ] i T SURH fEIE
B B A G BRI IZZh & [45]. 2) B EMLRAS: B EMEALT e T E0L M RS
Dhfeszin, fHBH s HR S ML ShBESER, TBREIZZNRE/1[46]. 3) PLMBERAS: Bl
PRIV AL A BB A2 ] e T B 0 T B, e E Wissh 224, IRz s &[47]. 4) 2 Efi @l BRI
B D MBUE S MRS, XL A A T BUEE A AR D AT B A S IS, TR
(48] BRULZ AL, B PRI & AT A DB BR il (R A R ) o b e N & & $5 A4k 3K D Yk
Wi B R R . B B R 2 B RS2 MU AT gD, W B R S AN 5 5, I SR A AT
HATIRE -
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5. BREAHTR 56T KAk

Bl PRI 3 RIS SR D AR S BOEZ R SRS IR MZAEA R D SRAAE, ZHEEFRI
[FIERT, 2 SNy o b AT B 3 K SRR o Bl Tmr LIt DA 8 791 05 AN B — e 1) S nia sl i
AR S TRATE RN A EISSA R, CURIBECE R . 220 RE 224, 8 G A2k AL
SPEIRRAB ARG . 2) SRkt SnE S AMLEA R D KRR, WAlsl s, AR .
I, AIEERAES S T AN S AIYEA R Do 3) EHANARAL: BRI MR, IESEA AR (3t . X T
CHBPZR AR B, NEHTIE SRR ISR, UISCEIashfe hAiEshE . 4) @& mE. mix
T 8 NLE AT E R AN, AL AR R T P . B SR, BRI R T DA
RCRRAR R b AN T O R, e B A R L

LR LA, 2 BURE IR 5B B Z AAAE R0 AR AR A, W e b« R 5 2 4R PT AL MR
B2y BB R 2 AU T X L LA B T ) 8 A R TR AR ST SRS o ARSI T NI — PR
FNE DRI 5B B ke Z T BB gy AL, AR ] e 3ol 10 A ot 6 2ot A A o e i R TS R A
Mok 2E, ARE PO J8 3 AT ASE A b s B B LI RR, DRI RCRE IR A, SRTHE TR R
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