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[ABSTRACT]

Atherosclerosis;

the health of the elderly, and the two diseases often appeared simultaneously in clinical.

Vascular Calcification;

Osteoporosis

Atherosclerosis and osteoporosis were the most common illnesses of older people, which seriously affected

Atherosclerosis, hypertension,

diabetes, vascular injury, chronic kidney disease and pathological aging and so on had the common pathology of vascular

calcification.

It easily led to myocardial ischemia, left ventricular hypertrophy and heart failure, caused thrombosis,

plaque rupture, so it was an important factor for the high incidence and high mortality of cardiovascual and cerebrovascular

diseases.

ular mechanism, leading to causality among atherosclerosis, vascular calcification and osteoporosis.

Recently many studies suggested that there were the common risk factors, signal transduction pathways, molec—

This review on the

link between clinical and pathogenesis of preliminary study for clinical work, provides further integrated control concept.
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FHAZEVIRBER. FEE AT ZEHAELUT G H
WAE R — WL & A 1R AL 81 E — 2 T @, Xt
As/OP LB EBH 16 B AR RN -

1 I RIAT IR TR

— BRI 65 F i kAT I Y B,
108 I 2 £ R DT 2R o0 R~ e L s R A 5
B HIR B B2 )G B H % FZ (bone miner—
al density, BMD) 4 F [% 1. 3 %, /AR 3 k% (coro-
nary artery disease, CAD) FFET- 5 NI . — I [A]
T 43 A7 T 9 ) 2 WO A 5 %5 BE T4 9 CAD f
ST R 2 Hofh i H [OR 5.6,95%C1 2.6 ~12.0,
P <0.0001] 5t 7 HAR Ry K & o (R RE A2 a5 0
554 4 B K ik 25 421 Framinghan Heart fJF 57 L A
N0 22. 4% WL AT 13, 3% () 5 1k B B o R
BB R 3h Bk 5 A AR 43 (coronary artery cal-
cification score, CACS) 238 nN 8 1%, BN 6
i BB A R RS S E ke 2
FiFH%. Jorgensen %m Xt 2733 4 4tk (% 55 ~
74 %5, BEVIVIER 6 &) (MBI F0 A, 8 i A A
S K SR RERE AL, S S5 3 JK 1 585 1 B R R A 2
B 5 CE % ARG, JEERBER K ER G, A I8k
SRR R A TR B 1) 2 4 A A B B A Y AT PR A R X
W e 700 L 1 250 20 ik ks A R A BE B () o [RR =
1.7, 95%CI: 1.0 ~2.7].

2 BHBKSRAEREAL S B BRGTAL 8] A7 AE TG R

As 2 56 0o B A R A ) IO 9 07 5 0 ML
PII PR B AR B RR AL, R 2 Bl B T T RO As K
A BLRL, IF BAE P AE NI AR b R AR AE  (HIRAT
WFHELSRNE R, B As KAERR S, HEHF
ARFPERZHEE R EICTRH, As T T
FEFFA e e RO B BOR A B RAE LT
ARG R. WL JUESER BT A8 5E B
HEWRS 5ARMFE AR E As BEHR R /NEL

T2 As BEHeA — A~ 5 AL o A A
VAR I 5 F5 4k, (vascular calcification, VC) , iX /& As
AT E MR EIbRE . W0l As, ) KAES 1k &k A 8
FL I A 8 3G 0 N . A 2 I PR Bk LA IE
B L5 5 A A2 G 2R R R A R et o i S A ) T 4R
b JCHXT T 2 B R A8 A 0 LB AR T I B A

fabr U7 . MESKEBRETOLE RGRA
ZUNAIE SR A, FOR B R A WM, —Fich
KR R AL, BT B A sE: — M2
RAT MAE IR 40, B8 “Monckebergs ” 4L,
ST T As ARAEAE, BB R A T L 0 R MR
FAESRBURE T, Z 5N RE A <.

7E ML A5 AL AN OP, T2 KB JR 7 ~ =1 1L 7K BE
W JE AR S R Z AR B A R fE R Rl R . Kruger
SETE 1999 4R H I 45 4 A OP 78 2L [R] f& B R 3
A PN 1 T B R A5 K B PR TEAR TR
BRI 11 F T DR & 00 55 B I YR 70 A O RRLE o L 38 A
TR A, [R]85 A P i/ 240 B i) B R 40
A, FEULESAKTE B B 20k 7 OP (1)
R4 i Bagger 2™ A K As A1 OP KL 5 4h—
AL B T 3L ] 7 s PR &R e B B Bl ik
KA As, MRHETE AL, S 7AW 7 .

3 SREIR AR 1 2 it

TAmiEFERSEYZ Ry ARHE T 5
573§ R0 ) B 85 TR R 5 e R 45 ), oo BMP/
Smads Fll Wnt/B-catenin. OPG/RANKL/RANK #f 3%
G S FBERAERN I E T HEELZ MO, FE
REESHRERMAENLESH T RIEEEEN.
3.1 BFRERRGEIHIER

5B BEI7) 78 5 T 41 it (mesenchymal stem cells,
MSC) 434k 8 58 9 B 41 il Costeoblast, OB) [ 2
R, B & & 4 B E (bone morphogenetic protein,
BMP) 5 S ¥ S A PR EEH . BMP B 55
I A2 k4G, i fE 1 A AR mR Ak 1 A 524K 1) GS
X, 5 & it — B Rk Smads % [, Smads & [ i#EA
BN 5K 04 A 8 A (Cbfal /Runx2)
1 Osterix (Osx) AHFAE F AT 5 Wi B50E A 5% 25 AT 1)
L

Wit 2 12— 270 WAk 1) B 5 > P IR 1
W H, ATE 2 Tl b Rk, B4R A T BRI
JR AT~ P 7 20 A T L4 B (vascular smooth
muscle cells, VSMC) /0 B AU o JE4E KN N,
KU Wnt 55 RS R FEAERCE MR KT Loy
i R EEE A E Y . 7 Wnt AL IE
@A, Y Wt EAE5HZAEMED (frizzled,
Fz) 456 )5 i — L 5B Z AR RMK % IR A 24
A= FE A 5/6 (LDL receptor related protein, LRP5/6)
SETWREEY, 2 v S EH TRFERLEA
(Dsh 8% Dvl) , T B-catenin 7EZH i 5T - A2 8, IF
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NG MOAZ » 5 —F B A X a8 5 D) fig 1) 3 R T
BU T 4 K7 (T cell factor/lymphoid enchancer fac—
tor, TCF/LEF) AR ELAF I, 1875 T i 42 5% 8] F) B S A0
Fik o Wnt {5538 6 5 D il o A0 e 22k IR LA A3 36
22 Wt {55 18 B AT R 40 1 B 2340 B BRI
TE RS SAT A S BR T 5 I 52 W BB 40 1 %) R A A R TR
q& 0] .

R F «B 24435 AL R F-Bic 44 (receptor activator
of NF«B ligand, RANKL) 5% X T B 2 &% 1L
+ (receptor activator of NF«B, RANK) 4 & % il &
41 (osteoblast, OC) 434k~ il & iGHL AN A7 1G22 &
FHEK . B 1FP & (osteoprotegerin, OPG) T FE H
B 240 L T AR T 5 4 L 7 2 e R BH T RANKL 5
RANK 455 A 1T 35 AT Rl 40 5 5 RO 4400 I T A
I AEESRE, BB AEARIE T FERE DR
T BEERIE OPG (M AR J5 e B8 R o B0d ) i 3™ 2 1)
H FUREALE , 250 T RANKL Al RANK J [R] i B /N
BRIV I (EIR G 5 9 3l P B 2 v i WL R 31 ) 4
P 2 OPG J: R B /N B H A i R B AR &
{ELIZH L™ OP ER Y
3.2 MERENESHEIER

1994 4 Demer %5 7£ 44 71 I\ 4= 3 3 ik - 18 L 48
6 F o — R R A S 1 2 A AR AR R
HHR] RO G T & T IR AN B 44 R L S AL
4HA J5 ok Demer J 3 /)N 4H i3E — 35 0F BH 1% 40 ff 7. B
e REF LM SRR A 78 B4, 2T
B Z 1) MSC LA K 9. 34 24 i 7 Wi S A0 B AIG % BE JIR 2R
1 ] 5 A A LA A i, B0 45 VSMC, B
T, B JE R L ol 2T 24 4 I RS S e L A 4 N R
B A A5 X LA L V) 2 AR AR OB AR R AL BE B K
TV B3 J5 /N ¥, F (5] I 3 0 v 7K S 1R B 1 T IR T
(ALP) | T RURJFEM & 55 %=, RIEHFHEA (OPN) |
B AR I mRNA, FEFR A TR - I 510
RHE.

H 17 9¢ T BMP {5 5 & 12 76 L& 45 46+ 1 4E H
CAB WM. £ RAE As G, BT R
PR ZH 2R AR R A TR R i 12 12 2% ORE 3 B R
BB A F o (tumor necrosis factor o, TNF-o) 3%,
{5 1ML P9 B2 4 JH . VSMC. ¥ 3 48 Jfd 1) BMP 385 18
T BMP2 A1 (8%) BMP4 524K i 2 &4, BiR AL
Smad1 /Smad5 /Smad8 , 33 — & % B8 1k () Smad ¥ &
HTUE5H# S, B RRET Cbhfal /Runx2 Al
Osx, {1 _F IR 40 M 2 BB R R A o ™™ o BMP I
52 A SR AR 5 B I M I 30 Ik v R 4% S A H B, R
218 50% 1) B it 2 vk 20 299 3 i 4 A & R AR AR

TR O i A 1 9 ELTE 28 R SR 40 LI
ok e JE o AR TE BN KA AL 1 . 3 B e R
Fo B 745 R T R AR 2, T EL I 7 R I 5 AR 1 IR
I TS R BMP {3 5 45 5 5 LA 4T 4k 9 A 6 1k
Smad6 f5; [ Th B2 1 ] BMP {55, Smad6 =/~ /I
B 77 2 Bl B T A A T B I 4
1k, 3277 Smad & 17O LA AT A I B 2E Th s 12

22 LI Wnt {3 538 42 76 1L 5 45 44 w10 0 1) L
B T AR . B S Y B T TR K
UG o, T B R T Msx2 il Wntda %
EHE, R Msx2 Fl WniBa 55 14845 40 1 5% 2E
H AN A Wnt BRI BBk 2 G 10 o B8 445 4L
o, A ZE AR A VSMC #4016 9 BB BE 4 i . 17 L
AT 1 % RH R 775 I 4 5% T 88 00 £ 48040 I8 38 T B 2
OP . As 2 5% 2 HEPU RN I S 5 % 4 7] 19 975 B8 4 1L
H, Wnt 55 @A E XA B 2R IEHR
(19 . J9VEA Wnt/LRP % 1055 A= 4 5 38 44 L Al
% LRPS FIH AL R AR 2 1 E W E 2 K ®AF
/N BUBIT 92 i B I B A7 76 v O[] 2 I A As 1
ERMHREY  BOE Y6 T LRP-6 3 F 4 LR
AP S B MR H e A B A M CAD R 2R, X
NIRRT 15 1E CAD 4, 3 B A7 X i 42 & fE F0
OP (I IRAFAE " o« B X B4R Wnt (55872
OP Ml As 2 0] BB A

ERE NN — 5 e T s 9 b
RANKL 45 & 19 1E 52 7k OPG, A3 il o 5 41 1% 5
3k, AT I I 00 ML A 2R G5 7 A B I A 1 VSMC
A4, OPG ™~ /N B H B 2 21 SR A
HAT A BB R S BB A . 7E— TN 522 44
B AT F " dr, SRR R 5 L A CAD [y 28
Fh OPG [# 1L 3% 7K 7= 36 8511, OPG /K [ 7+ 22
B T MUK 85 35 2 R 3 ML AR B R R 5 Xt 3k —
SR T B AMJEYE OPG J497 B2 OP il CAD &
FHSTETT gt . Bakhireva 25" 5} 95 % B OPG A1
HHC Ak RNAKL A5 T 5 R 3 Bk 45 4L Fl OP 2 1]
B F, TR 5 (A o {8 P RS, JR R T AR IR R
i R R % T IS A5 4k B OP 2 Ja), 1 %% OPG
AKSERT RNAKL () 1M1 3% K 5 — % 45 W] 52 (A0 5%
o X5 BRI OPG/RNKAL 15 538 42 0 M4
S AEE-E P S
3.3 FEALB L

FE A FEFR A o, 45 B R B b T — AN R IR
25 AN AR AR 2 T U R 45 4k AR 2R R
475 £ R R 40 o) 0 AR o 1R A A F T
Bo TERALA, B TURU B B S W B B AR 7E
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— b BELST 1™ A (0 L 361 » 0k SEL B AL ] 5% F 51 60 4 [
KA . LI 2R GE 76 AR (R B B4R 45 5 0L T
FEAS B R AT A 0 1 5 4 TR 4 B AN R 0 1
S50, 37 AL 31 4 S5 R 2 A5 A 2 2B 1 R — B LA
JR B (ER) 16 B 1y 3 4 Ak 10 ) R -6 9 G TR 7R
[ A BERR —BEEE 1 Klotho 2 19 L/ Gla R IEB &
W 28 AN B 2R 145, S 10 B A K 45 L 0 ] R T
S JE BRI 1 /N B 40 1 B T A6 IS 1 5 B R 0 A5
Gl F A A 1
3.4 LR S R R AL ie

£ As 5 OP, H 3t [l f5 W BH 25 b BR i « 5 I
T MR R AT R 45 5 B T 48 RN K 3 L
A, MK % B & B (low density lipoprotein,
LDL) Py A& 2 4 A< v A i 10 6 76 3 1 by 3 % G
EHEALH EER T RAE AR B 5574 W
Z % (malondialdehyde, MDA) , MDA 5#lE& & B
o R B T e 45 6 7 A AL S B P —— L
TR 5% 7 1S 2 1 (ox—LDL) S B 2 3 96 vk 40 i 1
Tpk, T H B A AR EIE - As BEER A5 1L
S BT R b v e, IR 9t o g ) 5 4 B 7E
ox-LDL J% T 40 1 7= £ () 48 il 8 T~ 1 8 R R {3k I
B T A L 1) LA A (R 4 R VR
O AL R A AR R T DAk S AR K R E
T £ L » 75 R I R 5 RO YR TR 2 I » AT B R —
T {5545 A 0 R BE A BT i3 S P 9 3R Y . — Tgnt
T4 T ML BT 853 CACS [ %t ®2 8.7, il MAD
1 ox-LDL 7K V15 CACS 51 & IEAI5E, 327 g i it
AL S A TT B S I 00 T 26 3 e MR B Bk A
T IHLH 2 —

£ As trEUL IS BRTR T 8 A B2 R IIBE, T
FEA OP [E L2 BG5BT 17D B R RE R
PSRy . S5 BF2E A C5TBL/6 /N AR LL, 45 1
B g ML ApoE ~' " NR A IR IR A MBS, B K R
(TR JE R B B R Rk P . LT R B
{75 B P 7 5 1 OP AN EAT T 1 3 kR 30
RKAS AL, 2800 F & 48 A b B OP, 85 g 5 16
388 o M X VR SR o 4 2 2 D 3 D 5 T Uk 2>
R i 18 B R OB R R,
B IR R B T B 45 14 25 2R 5 2 S kORI 3h kR
SR AG AL . Mangiafico 25 % 3P4 7 5 BE B B2
MUAE 563 55 1035 T 5 (9 AN BE, 305 B — AR A
FEEM R R LR RAET SN, FAE
FEF R, BB R B R R (ALP) A1 45 %
KT R PG X EERT SR 4L T OP F1 As 2 [H]
—ANSERI R B R 9F B SORE B TR RA (N S

AR UL

G SR B R R D K 3 R AL
FO 3

4.1 MEE

W R I AR BT % 4 i R 7 AL HE TNF-as
B4l % 1 (interleukind , IL4 ) A1 1L-6 J5, & &
Wt OPG /RANKL/RANK Z G55t & R IE/EH -
Y2 JE MEBCR B Z 1% RGN T R IE T T 5L
B ER PR MR R BT DUEH T el 40, (H i
LI BEER T A R EER . BRI RO
B, B T B BEOR MEECR AR B A, (L% 2 IR
RN —AEEERE, R R AR ZRER
Pt As fEFT, R BT H A B EHEER, 54k
ot xHEE I A4 KA DA RGN ILE &
PO TP A e mg B R 6 TNF-a ILA L IL-6 [ 50
RAE A A i 333K 7T J8 i OPG/RANKL/RANK
AR 1 OPG 22 1 T % 2 ik 1 7= A i B9
4.2 FURFIRMEMYEER D

PTH Fi4EE 3 D 2456 FAT M = ZE TR
PTH {2 3F5 085 BERE 75 R 3E 15 /N 465 11 36 R i
01 e ) R S, (2 E B 1, 25-(OH) , Dy (1 45 i
Ut PTH A[ 3@ 2 R b 4 55 M5 WS Bk . 4
ARDIEHMRIEEEB S L iEHEMREY 1,25
(OH) , D, , AR5 ML 15 £5 K ~F (14 AN [7] 11 & F5 A 7] (1 18
F > BE B8 A 80 A 15 - 5 1 25 R U S RE A R (i 3
B R £ As 2 H XA PTH it & Rk,
PTH REfigiE N VSMC P DL #F H A, PTH /E N %
A T1E As (R A R B BEE Y 5 541,
PTH 7] DL 3t B 56 10 28 oK 7= 4 %2 4k (RAGE) &
IL-6 [IRIE, (23 As (R 8. T 1,25-(0H) ,D; 7]
T 4 2 KR 40 B R 40 LY R B R Th e 1) R E
T 440 861 20 Bk 45 4,5 1, 25—(OH) , D, 38 I 40 #hi] 52 e Jik
BB 3 F I 4EA 3R D B G 44 T #0045 44 » 1% e ik
AL HG PTH ARG T 2 1 i R0 e vk 2 1 2 A
4.3 PR E RS R IR A AR

o515 2% 119 32 B2 A D A AR K I 5 0 oo g » 3 ik 44
VB T 2 B P e VOB B IR o R 20 R 4
(AE P (e it S 0, Pl LR 1o PRAS KA M
Kk (CGRP) J& — A /B F 1R %8 1) I & &F 5k v 14 Ak
EA ] R P 4E L R - i TNF-oc £ TL-6 FO4E S 100
AR B A B A RN T B 5 B AT R — R B A BRI
MASEIVER - R 7T 26 W] CGRP i B A R4 00 JIF 4 3
Yo 52 I 545, BB CGRP AW bty
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HHREREEH. SR EMA CGRP RIS Hk R BT B 1)
RGN 150% » CGRP 3= 238 i 18 45 5k 9% 16T Afg 1 %
MRz R BT .

/)

5 AWReIT IR

5.1 fhiTs

ST As 1Oy L85 I ) BB 5 ALy T 2K M8 28
WELEE T HEE. T ITI7E B A8 77 T ) 28 4
A S T AR AR T M VT KB T B IH] 3 52 3
B L TR R AR A (HMG-CoA) ¥ JE g Ji /b JiE
IE B ) 5 B A 3 )3 400 ) R R IR R B A Th R B R
A R R A G £ B TR VR e g (FPP) B RS 4
T LA 4 LB (GGPP) ({14 iR 7 fh 4T
¢ PSR TR M YT KT A A B P 3 TS a4
# BMP {5 S & 2 3MH B A 75— T 19 M5
2500 Meta 4347 27 of R AR YT 28250 2 18] R [6]
SRR E A, BT IR B B AR R R,
FEPE AT 2 (VAR B YT « 32 AR A YT) X 36 (TH) A0
B 35 (FN) 825 B A S0, 117 S8 7K Ak Al T 2% (R
FEARATT EARAT YT SR AL TT) 50 8 858 385 1 it B 350
B 35 B VA SR o A P A VT 25250 1 58 B
AR 30 1 25 i 5 e R AL e o B4 v (R T
0.02SD) .
5.2 B

“BERRh R AR R, SE —ARIR
T AR SR T T 8 B R A 45 ST R SR 4R, O
HL45 S B IRAS S5 5, 3 L K S5 R AR .
T () 25 BEAE FE R 0 ) 1 E R T T TR T
BRI 54, BB A B R i A5 1L .
FEF L B th T BEER B BRI A As IR R, IFH.
IXAME A ST I 3 4 K P B R A 5B 4 R £k
PO 7 R0 S 368 3o 4 o) R IR BR 18 4% b FPP AT
GGPP (7% i, 5 350 15 40 L 0 12 » 9308 3o 434 g e
ox-LDL 1 5 1 217 3 52 #6117 EL L Y60 3K 40 L 60 T B o
5.3 SERMERST

WIS 5 I8 A R, BOE — 20 T As
5B R B PARE XU ST R EN T LA AE 2% As BEBR TR Bk
AR R 25 B (Y Se R MR R E 2T . BN A
A 12/15 e A A BE RIS B B KKK AT
M B BB S5 1 LRP-S . Wnt (935 Hi 030 414 3
A E 4144 OPG RS2 Mffik (PTH ) N Rim ) 134 &
FERR B, HORTHE B 7E X T2 3 OP 1/ B k47 A
PEIATT » T B 81 5 B Bk 454k o

6 LG

LR PR, FZ MR WE AL OP 5 As {E
QTSR TN Gl i NG T NN - e K
S5, BRAIR T T LA o B R O R I RE % As )3
o BEE X AW 2B AR (G HE— 20 A TS B XU
67 TR As /B JFS R AE (AN R S Wi 5 S AT fE
KI5 i NS AR R 2D 0 R Je 2 T AE B, 9 T
ZER AL " BRI AU B .
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