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Abstract

Insulin-like growth factor 1 (IGF-1) is a single chain polypeptide that regulates bone metabolism
and promotes bone formation through autocrine and paracrine pathways. A large number of stud-
ies have confirmed that IGF-1 is significantly positively correlated with bone mineral density and
plays a crucial role in the regulation of bone metabolism. In this paper, based on the recent research
progress, the correlation between IGF-1 and osteoporosis (OP) and the mechanism of IGF-1 affect-
ing bone mineral density will be reviewed.
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1. 58
BB AT A SR O, R E OIS A A R . R, R R, SR

AR 5 RAE TS . BEE STk E, REEAN N Z AR, B 0T s i 7 28t bl 2 P -
T, A BB AARE AT W A R 50 2 Bh B NHEE BB AAE 0 %0 19.2%, P 32.1%,
BN 6.9%; 65 % UL NBEE FUGAAE B0% RN 32.0%, Hrb&tth 51.6%, BN 10.7%. HEEF
JREiAs BA B, (AR, SWiR . BT RS [1]. s s =R R-1 (1GF-1) & — i iest 2
Ji, I AN 55 a3 e ) 7 AR HE R 4T M (OB B . A RNAR M AN 2 A, IR B AR,
BEE TR RG (RIS 5 4 L (OC) R 234k DS/ B Wl s AT 4ERF B B [2] . PRI, IGF-1 FHIE FTEiAL 2
AR RER G T 2 K . ARSCRXT IGF-1 5 B ha A M B AL AT 4538, DLHACH AN IGF-1 F FER)
E BT R — L K.

2. IGF-1 EERFEHRHXER
21 IGF-1 58BEEESIFHEX%

IGF-1 X E AU % E RS0, 2 T 7 8 B IGF-1 BT DL % Bt 4 i S aT DL 2 Rl i 4 pf, %o
Yerp i B B RYE T HENEN, SE% S IEAR[3]-[5]. B4 AE 3T ) — D 8 /R FEN AT 5T R B,
IGF-1 REBE N 1 NhpitE 22, B %5 FE ETF 0.04 glem? (P = 0.011), [A1 2 A 37 ) KUK 41K, OR = 0.94 (95%Cl,
0.91~0.98; P =0.003) [6] - 753K [l % AT (1) — WU B T A 7, K 5208 0 B = 1R AR B R AA 4L,
KR ORI K R A S 20 M o B B IE 41 IGF-1 (162.28 + 26. 60) B T /& T8 i B kA 21 IGF-1 (81.40 + 14.41),
R AASRITEE (P <0.01). FN, EAHKESFS, XA IGF-1 5 A& % % (r=0.473, P<0.01)
DA BB 3008 % 2 IEAH O (r = 0.497, P<0.01); B BB T, IGF-1 5 EHE &% % (r=0.344, P<0.01)
KRB R 2 B (r=0.331, P<0.01)[FEIRERIEFR[7]. TEEZRLE, 2T IGF-1 5EHERAMHIE, W
FEAE— SO S I S5 3, 9 3 ] 22 25 PR gk AT 1 — DU ST IEIRIE 72 b, AN T /57 & 1999 WHO i R 12 W
PRE[BI LA S i TR A 12 bR #E[9] 1) 88 il i, “T¥4Fi%(62.4+7.0)%, ¥ BMD 55 IGF-1 S5 4E A 1
Pearson FHICPHE 70 #T, $&/RIEHE BMD 5 IGF-1 A B A MHHME(r = 0.035, P =0.176), {HK &3 BMD 115
IGF-1 R IEAX, ZRHEA S5 L (r=0.398, P=0.002) [10]. ZFEVEE R G T, M E = Ak
s BB RN . HAKBER (GH)- 5 = A KR 7 (IGF) il G FF A G, BE R IIGK, H 5
B2 R R X ELHAT AE S EOZAT TSR TR R ZPOREAT, IGF-1 58 % FE M S HEAEA [F 4
B NTE LB R AL R i ha s ol BEA AR SE . RS R 2R IGF-1 2R A R, EA—1
W, BEFEE @ TR cDNA, B T IGF-1 2RI SE 8 — R ahm), Ho 50558 R AR AT R 45 # 2A
[11]. 7 Greere 28 N#EAT I — B L5 RSB, FEGRZ 1B I | BU0E PR /N SRrbr s Rl 4 2 ik
s TAEAFLE IR & 2P0 R R 5 2R EE 0 1 BB JR /N B, BB 4i G 2, Rl /N R
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Z[12]. XL T IGF-1 58 B B KA
22. MFRELHAXRBREKET 1 (rIGF- )N EBEBEE L

TE—SEE T rh, AT R AN A rhIGF-1, W% 3 A 85 BEAH B T 0 A T iy . Muthuvel Z58)F 5038
T WA rhIGF-1 X% PAPP-A2 ik ZiE - 10 IT 22 4, AT 7 —DUNHI 5 AEMSLEs, H5HE =42
&, X AT R PR rthIGF-1 (1 J TSy, B e % B3 A OG5, IEB T35 IGF-1 /KR 12
TR IR 5 R AR S50 52 1 TR 1 % RSSO R B, 25 R AT BE A H T AR B i (2 [13] . Catalina
S AT T — DRI SELS, Xk A R — AN FKEER 3 A2 AT rhIGF-1 FI R NS, 145, 3
S22 AR B 25 P I BT [14] . 7E— T3 9 AN H HIBEAIA BEAREG h, S2 3058 3 BE AL 7 i
B4 4, R T (1) rhIGF-1 B4 T RIBEZ2 25 (0OCP); (2) Hdf# H rhIGF-1; (3) Hfhfdi ] OCP; (4) R
$52 thIGF-1 A1 OCP JA7T . W1 Sk ¥45% 1500 mg/d fr145 DA K 400 1U/d 445 D ¥EIT. 9 M H A,
WEARN R, 54852 rhIGF-1 1 OCP yay7 ZHARLL, Hphfd A rhIGF-1 418 T8 Bibr £ 4 (PICP) i 2% 4
I, #% OCP B R ISAR EI(INTX) & b, Bz rhIGF-1 281 rhIGF-1 & OCP 40 (1) EEHE
WL RAENN. TR OCP YT 4H, HBEHEE % Z Jo i) W hn[15].

2.3. IGF-1 TR R ERNIIER R EE BT E T

RE—Wsh Y sessrf, B 78 NRAE miR-19b-3p B it 5 IGF-1 i1k M i 551, KH qRT-
PCR ARG/ IGF-1 7K, @it B0 U B A S5 FUgAA B9/, miR-19b-3p 5 IGF-1 45 & 47 4
I 3 AN S AT TN Target Scan. miRDB A1l starbase. 43 A5 FH & 6 18] 78 5 T-40 i 5 B o i # /)
SREEAT PR AN RT A P SEB6:, LBRAIE 3% Z AR 55 R - 45 BB, B R B A KB miR-19b-3p Rk T,
IGF-1 RIAFEMK(P < 0.001). i RSN IR P SEEGEGHE T miR-19b-3p 5 IGF-1 Z (M IR fIE L R, WEH
7 miR-19b-3p 1@ A% IGF-1 ()R IE I 5 E A [16]. £ 5 —DahPscsn . BFFuE £/ R A R I
TR LA R RAR I EE D (s, ZEEEA T 154 elk, HOB R RE T IGF-1/GH Hiffisig, S8/
B XTHEZEAR L, IGF-1 B R IRAK, (A SRAL /N B 5 SR B 26 L, i /N R o 5 B /b [ 177
AKWE S (GH)S IGF-1 #E KRB E B E TR, HACFEFSHERN TN &R E A R 2 KE
B, —J7f, GH 5 IGF-1 ] LT &R, (REFHMAERKKE. H—J7M, GH 5 IGF-1 thr] LA hn
WL B, 1 R AR DR RAS e b B i A K AR &, rT 4 i % B [18]-[20]. BS54 347
T IR AEYE IR E(AN) I L, AN 2 —FEFRARMER, FERINEFRAR, HETHE.
AN HE ) GH WS &, (H2 i TXF GH B IR RSN AAAE, B8 BA BRI IGF-1 K. &
HIXEEEHN GH KT I ARRE, EMAT5ER AL, A5 TRNE %K, T IGF-1 XER
PR o IF 5T B S X SR AT T HRSE 6~10 RIRIATI, 4 T AR rhIGF-1, MEH| 321K
I T bR KT R [21]

3. IGF-1 @ BRI HEBEN
3.1. BMP-2 i@ %

TR EHAT B — TS S286 i, KRR o o B ZE L R P95 2 GG o R fs v et e R A 1 R e ST W JR
REBAR) . DL IGF-1 ¥Ry IHAE 3 MHIEMEE LA K EEH-2 (BMP-2) ) 3RE LA R IR % R
SERRIL, MECT O, PR E BMP-2 K&k, BEHER T IGF-1 A 55 RIw AL,
JBE BMP-2 RiA L, JRE% A . RO IGF-1 ] DL IIkE R A U S5, B b bR KRR AR
HIREAA[22]. EAMEWEFR IGF-1 7] B Akt 1958, 380 AKt iEPE[23], 1 AKt AT EUE 3 BMP-2
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N SHIRCEESN[24]. Kk, ZIsLIe A, IGF-1 38 bl JRm K B % %, 8 IGF-1/AKY/BMP-2 i
AT

3.2. MAPKSs @&

E—TA T IGF-1 /1 5 22 4 5 AL B I (MAPKS) {5 5@ 8 7E c3H10T1/2 41 Al 434k b i i 5 4
F B AL sh szt , SRR ) IGF-1 £53% c3H10TL/2 ZiJd, A4S 4 D rr s 14 1ol B2 g (ALP)
PESLVIRME LA, B mk M) ALP AN, ALP WEHETHE, k451N 2, RUNX2 mRNA,
OPN mRNA. O0CN mRNAL1EE/K VT, #fgik ERK. p38. INK & AEER I, HAHEA 7 &8 (P
<0.05). FEE—H A MAPK &l mFIEATR 7%, SR ER, 5T AAE, A MAPK &id@ i
#1575, C3H10T1/2 4Hfll RUNX2 mRNA. OPN mRNA. OCN mRNA ik /K VB B MK, LA L4 R &
IGF-1 A {2 2 (8] 78 3 T4 M c3H10TL/2 [al s 404k, HTREMIME ML N, S MAPKSs 15 55 Fi@ i,
YT RUNX2 #3%, fISS s R R R R -2k, W75 5 R0 0 02 140 i i 7316 [25] -

3.3. mTOR &%

TEE R E SRS, B RN IGF-1 8 S AL 30 mTOR, 3R] 78 5 T-41 2 (MSCs)
(0 B S AE, AT HEHRESE 2 (B RS M R B 75 BT R 40 P B IGF-1 SZ AR (IGFLR) /N B R I
HE LS A RN B SEAI R B AU SRR o 7 AR A R PR R S A R TR R, N IGF-1 S
1 /N, IGFIR. IRS1. PI3K. Akt 1 mTOR FFAGTEEE AL, THES N 1GF-1 45 S 1t 404 D) d 25 #0117 %
F2[26]. CABFFIUES, IGF-L/AKUMTOR {55 3@ B 815 ol LU T C2C12 LA 734k [27].  Fh ] DA
1, IGF-1 fEH RIS B IE R FEF, AR RE2iEL IGF-1/AKUMTOR {55 1@ B 175 5 BCE 4i i 4k -

4. (AEEFED IGF-1 EIREEE

VAR L TR, s S S S B RGO A DS, T RSB L A SR,
Wi 1 AT R B B R D e DL G R G SIS AR s e B O A T4 [28]-[30]. 2012 4F, Klara i
ST BN RIESZ, ToBN BE B CDA+T IR CD11b+/GRL A B 41 R AR AN s >, 1F 3 [ T BB
HEL G R T 507 1 T T 300 i P 1 2 DR 25 B 0 T 0 A5 B RO /8 BB R L
FEHE— BB LB R A, BRI BB R A AT R A T A 5 [31] [32]. —ERF R, 1E
B RE A S, i ERE 2 R R TR, BB TR B I TR, T e A DU
1T, PRSI0 . X RN ERATT, i R T B i S LR B T R AR SR T, T
B RE PR A A [33] 0 TEBIE —ReEhISERG T, WF I R T O 2 i B R AR L . SRR R
Peor AL G E R AL, 2l RILIE % 41N BN T C /N UG % 7 IGF-1 /K F[34]. 16 7 4h— i3
WYSeBer, SEBGE TN R AL, — AL AN, — AU AR IR, FEE LN IGF-1 K
FiE . RIEEHE 1 AABUL 8 A, EEmEEAL/NR I IGF-1 ACE I ot iigl, JEH
REERE S 7 R EEHI ML IGF-1 T+ a3 [35] . IXHe s W] 7 it 1 I T A5@ L B M IGF-1 (1)
7K AT B 5
5. rhIGF-1 B9387T1ER

R v R B PA 1 BE 2 % A B b ), AU 225 . RANKL BB pTik . FRem 25, i
WL, TR R R, AL RS IR A R S . rhIGF-1 /2 —Fh AR (Lt %
R, — 0T rhIGF-1 5 ZEBIR T SIRIT IORFTE T, rhIGF-1/R FE R BT 5367 LI 5 25 1
25 TR SE BSR4 UL J% 2 BRI [36]. BRI rhIGF-1 VA FF B R EFA RIS Lk, (E H R i T8 I
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AR . — O, iR TR A R RN AE AR 551, KT rhIGF-1 4 T4
VER R« A8 A B R AN R SR AR (IR T7, IR Z AR 7. B2, IGF-1 fEu i giAs
T HUHAE R, AR BLAR BIAE R WF 7E S iy T 32t 7R a5 1A

6. MEERE

IR B AAVE N — PR A G I A S Ve, TEFRE N D28k B AR, A3 FATT DA S AR AR 1 245
BATHIIR . VEZ RSN T IGF-1 58 G Z MAFE RV R, IGF-1 v G2 AT HACH, LA
Wi B R B bA & AR R B R &R . B AN FEANEE IGF-1 B MR AR A 4h IGF-1 (K, #E—2BI8IE T IGF-
1 58 REAZ MM BIECERIIFER T 1GF-1 8mi % B J UM LH R AR IGF-1 758 i
BRAATFRIYER, 1 BMP-2 i . MAPKs i@ #. mTOR MBS, WA BIFUES: T il e ol DUE L R
IGF-1 AT i 5 & A . H AT IGF-1 P15 B AW W HLHI MR 8 4 B, A Rrit— BB 7. IGF-1 1ENiRYT
HRBAA IR A, 7RSI OS] TR, XONASRIIIGIRIGIT IR AL T R0 B, T LA R
AT G A AL TR A 25 AE YR YT T IS RS o {H rhIGF-1 & I AHEE . & 97 3 AR R R
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