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Abstract: Objective

relationship between the related genes and osteoporosis. Methods Consulting the domestic and overseas literature

To summarize the investigation of the related genes of osteoporosis and study the

to summarize. Results & Conclusion Osteoporosis is a disease of many genes. The polymorphism of some genes

and some cell factors with the change of bone mass are obviously correlated. But the mechanism of action has not

been researched clearly and we need to extensively explore.
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G4 100 F B RAMELERE N, T8
W R UATILA T : (1) %745 7 fr i 3 R RHEZ A
(WA ERETREZEG)BER; (M
BEREZE S HMyE AP EZEBEHREE
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1 #4£3%E D FEEMRA(Vitamin D receptor
Gene)

1.1 $f4EERDZEREENEWY
HHEEDZER(VDR)E—FEAZE, Kt
HEM T 129 13 ~ 14, 43 kB, H 9 MR T AR
BE %3 VDR EEHNAE 4 M EEM &, XM R
5L 208 43 5| 9 B Bsml . Apal , Tagl 1 ForklI &g ] i/
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o |
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HEHANEEERN X 4NEENAETBEEE
MEBRRHEXEH#ITT RENHR, TRANWERIT
AR—%:1994 4F Morrison & BB R$EAE D %
{K(VDR)EHF X 55 & % E (BMD) B XK ; & i
MR EX SR BR, ELH P VDR ZEEE
HEERFAEBEMEL, BB EF Bb MAELTHR
hFZ5EB BH X, Morrison £ B9 X ¥ BB &
AMUBEER, BLFERWELEBERMBEH F7,bb
RIEHH R EZEL BB R AL 415,

B5 RN, 5L EESHERWMSBE, NE
AEMELAEHEAMELTF, LR A K VDR £H
REERKXEEEEE . BELXEERELMIERZ
R XRY  FEEH 30 % ~ 40 F WER AL PR
AW VDR ZEEA S5 EBBAEMNXR; ZEK
Ganero B SY T 268 B4 2 )5 1 4E ~ 26 EW ALK
BMD WAL MG AN, B2 B A2 %P I3 &
MEERIYE VDR EBHEL K. HET LARMWM
WS, Houston P FEFRME L KA R HL K
A RHL S VDR EF A MK, AN bb B &K
RESE % BT BB & 0.79s,

FRIMARMEIL: (1) VDR ZE S5 B FEH N
MELEEYIMEX, BBEFEAESRKBEENRESR
X, EFEH AR B L : BB < Bb < bb; i ZEBK
EAMKS AL ERE BB <bb< Bb, (2)BB &K A
RZEBEFEEAX;(3) VDR ZHAM L EMH HIE
HEEBREERTHBMEH, mELU LB
TEEREWHMELERENRENME FLFRERMSE
£

2 EEEZHEE (Estrogen Receptor Gene)

2.1 BEEZEEEER

ER R R ZEREEN T 6 THREBIE(6
q24 q27), B8 MANEFRM 7T MAETFHR, KYH
140 kB HZ A R&I N UJE Pvull & Xbal I &
Mo
2.2 MBERZHEERSERGHL

BB EEFSEFNTHENETRRB 4R P HE
HEAA LF P CBRERREANIRERALR
MEBEGZ MM E KT T RIS FEHRE M
FEERNE,GSHEIM AL, B HEHRE
FHR(ER)EHELZEMS BMD X EZWHI R HFF
& , Albagha %“‘”dﬁiﬁﬂﬁﬁﬁ: ERa 2 (ESR 1)%5—
WEFXK Pvull Xbal FEHESA&ZL S HZ BMD
Z BRI XA B 7R PPxx 3 R E#H #8358 BMD {H

HWHASMETHMEFRTE, k8 TH . KHBER
REHLER:ERa XEHLEMHS BUD A HF U X
£ ,Toannidis 25" &4 TR B 22 W (11 Tk
HERA, 11Tk 8 A) R A &K K 5000 £ 4
14, &P Xbal By XX 3 [H B# E M F 538 BMD {H
HEET < HERHE MHA ESR 1 ZERBAESE
EZHEmAEEEENRBHNBERE (EHF BN
B HR), EE¥E Nelson' S THZFR
AMABAANEZH ER ZE A2 5 BMD X R A H
ER EFEB M ESMEAERX. ¥ E VDR EEHH
EREHNZESHEKAENR, K Pvull ppER/bbVDR
HEEAEF 4R BMD FH B & T Pvull PPER/BBVDR
A4 ) AABBu. PPxx 2 &2 B R B B
ERERMY, T ERERARELZSHENTIRE
MFREBE, AREEE—BWER . NERFRTRHR
AJZ 5

3 JTEREEE(I Type Collagen Gene)

3.1 [ BEEEESH

1 BB J5 (collagen 1,COL 1) F IR EH ) 80%
ULl REREBRAEEMRST,COLIH2%Fal(])8E
M1 &a2(t EHABNTE =&, COLTI A1 #EH
K 18 kB,COLT A 2 #AK 38 kB, 5+ H| {2 F 17q 2
1.3~22M7q21.3~22.1,F 51 7F 52 M EF
4 5
3.2 THRKREFEEHNSEHRGEMR

HETX COLI A 1 Z2XZHWHARILE L,
Uitterlinden 25" X £ 2% 1778 B AL AL WA R B
A~ SSEFARMBEAFREK BMD,Ss B EHEMRET
i BMD 1K 2, ss T B4 B #E A0 BB 9 BMD Befik. 7
EMEAMOTRIR Ss Ml ss EFITHNK ZEF
B, 1996 4 Gramt ZF' F W EH 6C HERMH AL
JEMEBMD I E S F CT R TT AR B THN
EFNEREBTMHMEREEER T 6C EER,
Mann 25! % BL T 25 {2 2 BF 0] i BMD {H 3 /> FI & 5%
BE F /% ,McGuigan 5™ %7 COLT A 1 H#HHFB5F
W RARMIET T RE SN, KB TT ZEEHEE KA
R IEHEFITABEEL T CT X GG HEEAE,
B2 ERBIEE R COLTA1EH Sp I UEAEE
HEXT BRI BMD # A A E A, &L COLL A
BT Sp I EEMNANRA 2 MW ERNESE
fir 8, REAM%S BMD A —EHER", R
% COLT A1 EFZAMS BMD 775 B E W K
iR ERME HAEKAESE, COLI1A 1 EREZE
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4.1 HAMANER-6 HHEEH

40 i/ % 6(IL-6) & i Hirano 25" 7£ 1985 4
R —FMARE T, ERATERE . HEEFHENE
% 40 B 2 R A0 B R B B L R BE R N AR 43 N A
RiHT B HEXCEIER, ALK IL-6 B— AR
EMEAL 2~27 KD WEREL, ¥ —1 2124
AA W4 Fs
4.2 HAMRANE-6 A5 EHREN

IL-6 REEFHZXBERBMREN—TEHEM
MAERTF AHRELZS 10FHN, HAREH,IL-6
KM E S BMD 2 i X, IFEEE NN IL-6 EHF
A FREANARESHZ5HT BMD A%, HF
MEER. FRUBEHAEZEFHAL P, IL6 HRH
174 G F/EE 572 CENER 5 & R MK EIR,
mEE. . FNEESFERK . BIrakEy mZEF
EBEHEES, EXEMAMBAHANTR
P CHERMCERNMEAMNAEFTER ,CHE
HEHIAWFEREMAZAM AR, G EE BN A
o WA I-6 EKE 174 GCEERSEREHML
MR EEEREAE X ERBERZ SRR
e o 22 1 8] > 15 R/ BRI BA BT ( <940 mg
(AR, 5 CCEREAME, 174 GG EH
MMEBHE BERM, T cC BEBMEFH!

5 REEBEESZHKEXERS(LRP S)
e- 973

5.1 RFEEREOZEHEXED S BEEH

LRP 5 2 H i1 23 MM E FH M, cDNA & K
4845 bp, HifS H 1615 M EEBR AR K P B HEZ K E
FZERE™ ., IRPSERBEEIEMBEES
PREGETFLSHEARMERT, FPHNEH
fiiZeik LRP 5, H 2B HMMHAEKE,
5.2 REEREAZEMXEODS ZEBESHERH
(/N

Koller%[m:r:i—: 1998 43 o B O &K R EH 44T,
RBE MR A (QTL) Bl @ FE R 4K 11q 12 ~ 13
b, S e AR R BT IZEM, Gong E 3t
FRFA-BERZER(OPS) W —KBEHRENR, KR
= LRPS EFHE G171 VEREHFB(IIGEER) MG 2
AT BFRAN BB E (HMB) R IER o, B ARK

Rl 2 LRP 5 2 H G 171 V A FF 8 (T RE ¥
)™, 7 LRP 5 BB IF 24 F Koller 41 E I £
K 11q 12 ~ 13 X3, % OPS BE W R ERE IR
Bl ,LRP 5 HHERINERTFHE RHA-RE
WMARRBESE, BWREHEETFIMEERE
BERTEFNB BESEERFRERHEMR, U
FHREREH IRPSEEEREERTFREEER
YER . #— xR AYLE K538, LRP 5
AfEHN WNT EEH(WNT EAR—LBSBENES
ST ELEHSYMEREDIYHEEINESE
BRAERAHEEENE)WEZIEREER,.Z
528K WNT 53872, B RIK WNT #
4+F DKK #9/E R T 5 B4 i 52 & 40 B Zh BB 1Y , 7 A
FRREE MR PR BER.

6 #J5ZE A E(ApoE)E & ( Apolipoprotein E

gene)

6.1 HISER EEHEEWH

REEOERFEMNT 19 516Kk E, CHE
3R E2.E3.E4 A BE PR 6 F ApoE %
&I, ApoE FET MR ERR(CM) REFE
BEE 1 (VLDL) R H &Rk P,
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EAES , B A A8 & X ApoE % B 5k A PCE-
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A EYIM X, TUEYF R BTN — T 1iC
Y, KRN ERELAZKSE5FRH EWMEFHRN
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SR, T ApoE S3 CM Ui RNk, & BRI
HEERE KFAET CM F, @5 CM LUHE R B 3
EWERY . 5T ApoE 5 B J& B Fa B9 BF 55 A X 3
BEAE RIS THREE

7 BERERMNERZEHEE
7.1 EERBEKEME K KEKE (Leptin gene and

leptin receptor gene )

BEREHBHALS T WH 146 D E R A
X HAER 167 M EERNEOR, UFENESS
B TMEFRF™ ., BEERHARS R
MWK E, AY VRN RERNAE, EHIES.
HEZIK(LEPR)BARMRE FZERREK, N FHEE
DREEE MR HENEEFELS S, UMT
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I PR R 22 3] A B 2B 5 B 36 1 ) () et R K R
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{ie B B8 ) S0 40 B ) 50 B 440 R A9 3% Ak, 10 4 3L 1) R
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A
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BRI i, 10 B AT XHR 2 B S R T R W
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