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WE: BRGIE (osteoporosis, OP) & By BB 41} (osteoblast, OB ) £t if i B J&& B #1 8 -B 40 MY (osteoclast, OC) 1 3 A9 & R itz
B FEEITHTB . BF KBIRIELH L4 K B F-B (transforming growth factor-B, TGF-B ) i # A& £ & & 4 B H ( bone
morphogenetic proteins, BMPs) i B 68 18 4= B ¥ Bl 5 B W W -4 , 1 Smad | 5 K & (Smad) H#EN S TCF-B 3 i1 BMP &
BTHENESHS, EATEREIRPHEEENMAE, R4 X OP, £ M Smad 18 OB 5 OC W{E B T HHITER,
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Abstract; Osteoporosis is caused by the disruption of the balance between the osteoblasts responsible for bone formation and the
osteoclasts responsible for bone resorption. A large number of studies have confirmed that transforming growth factor-g ( TGF-B)
and bone morphogenetic proteins (BMPs) signaling pathway can regulate the balance of bone formation and bone resorption. Smad
directly mediates the signal transduction in the TGF-B and BMP signaling pathway, and therefore plays an important role in the
regulation of bone metabolism. In this paper, we reviewed the influence of Smad on osteoblast and osteoclast in osteoporosis.
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B, TGF-g B4 BMP BB R MBS RANEE
BH, BB RBEA GG Smad B KK R,
Smad £ES 5 TCF- B # 5 BMP 3@ B i 15 2 %
%, %t OB 55 OC WK M 5L R R B/,

1 Smad EHHINA

1.1 Smad EHRKM RN

A8 E o * R AT ER B AR, &
B THE TGF-B KIKR(5 5@ iE T ### Mad ZBKH —
MRERTFERMGHE, X -5 NL
BB 3 # cem-1.cem-2 . cem-3 & A H#,
BAERERHMLIE, Mad MNHEER T — N E
HEZXEEREANERT . BE AN E T 5 H 7
BEF/PIFLE A K Sma-2 .Sma-3 .Sma4 HAH —
MRS, RSRE TR — N EA R K, W EE
4F TCF-B [FSEEM T, 55 Mad EAH
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VL, ULH Sma B 5 Mad EHBKREFY . BEkiE—
R LR Mad HEH M Sma EAIIEH TLEEBE/
HERBEEZE (R T AZ AT AZE)
T, BEAfTR Mad HE 1 Sma HEH KHEM
WGEFR R Smad BEFHK'"
1.2 Smad EH I

HETE2£H 9 A Smad i A MY HRE, 55
Fl Smad 1 ~ Smad 9 /R, HBLEHWFMIIEE, Smad
AR 3 B4, ZKFE T H Smads (R-
Smads) , %5 Smad 1.2.3.5.8.9, Smad 2 1 Smad
3R TGF-B HiEHEMBRIEF N Y, Smad 2
Smad 3 [ TGF-B #1 TGF-8 I 3%tk 55 1% & 24k
FEBARER ALKA/5/7 ZIATE M E AW SiE (b R #
EAEZR 2 REBML, S S TCF-B MGk
EfE 515 F&%; BMPs 1 Al % {k ALK1/2/3/6,
BMPs 1 RIZ (A E W EZHEK 2 EBRMWE S YA
B7E Smad 1.5, 8, A[ER A Smad 9,28 5155 BMP
FS%S, BRMPR SIS BMP-2/4 R 2@ i
Smad 1.5.8 i f5 5, %K, LR N FH Smads
(Co-Smad), HEI KB H A —F, $i &2 Smad 4,
Smad 4 BB — NP RAZ RS, BB A RREBI R, B
ReE4s 4 TGF-p Z & BMP Z & (AEJLFRES
A BIEH R-Smads B RBRMBRESY, B
kB 5MEAY TCF- F5% S, EK Smad 4 H—
MEEHEBE ) Smad 4 15 4L X (Smad 4 activiation
domain, SAD) #8 % 8 17 % F 8E MM H B F 8948
HAER, X R EIE R-Smads BT K3 1 %5 % I BB i
T H=2, WH W Smads ( 1 -Smads) , 15
Smad 6 1 Smad 7. TEREZHBZE MK T, I -Smads
BFEEET, BZ3 TCF-B RIMBZ R LA H
F Smurfl 53 B KA 8T, Smad 6.7 M4 M A 4R 1
E, [ -Smads 5 [ B ZELEE, THEN TN R-
Smads Z£ £ 0 8% FR 4L , 3% [F] B 30 ] R-Smads F1 Co-
Smad E-& YN RAMEY. Smad 6.7 X LU5E
EAL%E M Smurf E3 MH/ER  HEREE3 1 B
& SUZRER, KILESER, Smad 7 HWEEEH
MBS EEEER MRFERENNESR, 1-
Smads [ "] LI/ER TCF-8 F 5 S ARATH —
Fh B E S, H R TGF-p A LLiE 7 1 -Smads HY
mRNA K% F A7, B L T -Smads 6842 ) f [ 15t 1
e B il TCF-B8 (555 F. 1 -Smads REM
% Smad EANRHESH S, H P Smad 6 TEM
# BMP £ 5% %, 1M Smad 7 N BB # H TGF-g M
BMP {5 5#E ",

1.3 Smad & H KIS HRF1E

Smad HHEHM N XM C KA —ITRERTFNG
i, 43 B #R & MH1 ( Mad homology domain-1) #0I
MH2 ( Mad homology domain-2), & & i & # ( Pro) ,
MH1 1 MH2 Z[8] 2 & ERIF 5 5K E W B pd
E#E#EX (L), MH2 ZIhRER N X, MH2 #Ih At
BE I RZEREZN,EH Smad ZREGY, 5
A H A AL BIE R S LM H . MH2 FEFTA 8
Smad & F 2 ERFH. MHI & MH 2 §9Ih 5
WX, ERKIER, MH1 & MH2 288 ; 28
GG, MHL &SRS FERN DNA F3l. 5
MH2 R[E,MH1 47 R-Smad #l Co-Smad F 71 &
{57, Smad A MH 1 5 MH2 DIZSRERF
E UZERERKESRELERERE, E
Smad H A RRBEABIT  EENERELERN
F, HAT L RKegTheEM R,
1.4 Smad & BEAEFHLH

RE Smad B HFEREZHNARERNA
41, {8 & & % TGF-p/BMP ¥ & M # /b @ B &
TGF-B i@ o, Y TGF-g HIKM AL A 1 HEE
PR T RZ s, R ER R | B2k
WESHER /LEBH GS X,6S8 KRB X
SEEIMZRYEENE, S ]I BAZERREERER
AL AN PS B R-Smads — it HEsth 5 1 B 52 (K B 82
HATERLGE G R E A Y, R-Smads # C X Ser-
Ser-Val/Met-Ser FE31 (SSXS X ) KBk b, Bk
L) R-Smads 5 | ®IZ K4S 835 Smadd B RE
&Y., 7 BMP HE ¥, BMP 15585 — A1 % {k (BMP
RIN &M HEBBRNK, AR TELR BMP R I 85810
—HZE(BMPR DI SHLEGERESY. B
MEZEREEGYH— L RE—FRI T HZEKET R-
Smads, BB LM R-Smads 5Z &%, 5 Smadd &
AR REEY. Eid TCF-p & B A BMP & # i L
MXEEAYEBRMME S ARE Smad 456 R
{4 ( Smad-binding elements,SBE) .DNA #%[HF . ¥
FHBENRLMENG S I M NBIT, B
ERREHRE NSRS REEEENRE,
I -Smads &) N X 5 H i i 8% 09 55 57 1A K Hot
Z MH1,8 5 R-Smad &4+ TGF-B #1 BMPs f#9 1 #{%2
&, Tl R-Smad M BEER AL , M Smad & #E, B
RnE e,

2 Smad 5&FREALE
M ARA DO ZBALNHEE, 0P £LRH AR






REEGHRENSEE 201748 B4 23 %% 8#  ChinJ Osteoporos, August 2017 ,Vol 23, No.8 1103

45 H 1k, AMTEIE TCF-B Xt OC M4 A %
VIBCAR, TGF-B AL EEIEA TEHE WM MK
(bone marrow macrophages, BMMs) 3f{E ¥ OC &y 7%
B, RANKL 5ERMREZERMBHEAFEEER OC
B, ERX — B IR ME A TGF-B B 64, TGF-
B BEFA ZR 0L B 40 MO AT 14 B & I 5% 3E #F RANKL #
BV TS OC I3 4k, (R B k. 72 BB 45 M43
it B, TGF-g 55 1T BRI Z {454 H M E Mk
A 1 R Z 4K S5 smad 2 F1 Smad 3 WIBERRIL, A 57
TCF-BEE THNESH S, HIKi5E, TGF- 1%
58 7 RANKL /% smad 2 &, Smad 3 5 Smad 4 4
WESES MBIHMAZI S Niatel SEFE LS, IK
) Nfatcl 9 RE, XEHE OC ML LBEE £
X R, MEIRSEE FZ K EKRF 6 5 Smad 3
A MH2 2GS hEE CENERT . ATAE
B, TGF-B X &5 W BMMs J& B & 3% i 40 B i
EjEE ] OC BB . WK, TGF-B fefe it OB 431k
B E EiT4 & RANK i &0 RANK 5 RANKL
ROMIE AR R, BETT 04 OC IS HE M AL o Yasui
%R ST R B FH Y Smad & B% 5, RANKL i
OC JB 3% B3 , B 3 76 #9282 28 Smad 2 5, Smad
IREMRIX — N, RBTIIESHT LI, Smad 2/3
B 5 TRAF6-TABI-TAKl AR EAY, ZEEY
RE I B RANKL 33 OC /rfhE X /E Al BE ¥
TGF-g {5 B i B, 1 5k % B TRAF6-TAB1-TAK! &
M. ¥ — £ 5 KW Smadd ) MH2 X X F
TRAF6-TABI-TAKlI E N E A AR LEMN, AT,
TGF-B H#E #7E Smad2 5} Smad 3,Smad 2 5 Smad3
B 5 TRAF6-TABI-TAKI %4 R E &4, il {2
ff RANKL 5 OC /R,

2.2.2 7£ BMPEMT Smad HHSW B A

7 BMPs 1 ,BMP-2 5 OC (B A HEVI X R,
3+ H BMP-2 T #l# OC &R IIES . BMP2 £ &
LU S CSF-1 By Rk fE i OC MIBRL, W & (1A
5 BMP i j§ /) Smad 5 CREB %55 & (1 F/E R 68
HEfn CSF-1 §y3Ri%,CSF-1 B9RX M F IR EE{Z# OC
B4R, M5 OC I gL 434k 4% ¥ 48 2% 9 RANKL,
BMP-2 #E AR A F -1 BO4E F R W7 38 I R 3k LU
R #E OC BT B, H 1R & OC M7 G M {2 i
OC M43tk SR BMP-2 H B3 RN E & OC B
16 B4R M9 FE . Yoshikawa'"™! % % B 7E B BR
Smadl §J#7 1% OB & BMP-2 fif i § RANKL mRNA
MRIKZ B, S OC MIB BB,

BT 5 5 A %7 TGF-B {5 5 i BE 1 Smad 2 5§

Smad 3 1A 3 /5 BMP i B 1Y Smad 1 1 Smad 5
#HRE S OC BB WA X & 5F, Smad 4 fEK Co-
Smad 5 K TGF-B/BMP H) & iy #% B2 1L A9 R-Smads £%
EWBEEGYWS S5HFERME, B OC W RFET
M. Amy 2% BFST K L4 DI R BR Smad 1.4.5
J&,0C Hy & W Ui 89 3% 3h ¥k 55 , OC 43 b B AR ic B &
RUE A, AT DL Smad 1.4.5 BB XTF OC B4
HRLER, 550, Li %7 FI#ER Smad7 2 H 5
BF 1 /BB Smad7 4 ThEESR K, 5 IF % /)
BT, 2B THRm MBS KEREHEE5,
BEES5E/ MR BAERD  EFEHET AR OC
X ERAH Z . m UL B, Smad7 E 4D BEER K &I
TFER, BRI . HE B, Smad7 HIFHE
OC WIE A RKMFIHIXE,

3 Smad EERERHARTDHRI=

ZEprk, OP ERILH EERMH OB+ &1
BERES OCr R BREZEIMEREXE. ™
Smad YEA[FHE T i TGF-3/BMP E HESR S
T OB 5 OC M4 a4k, 29 35 B 4R 5 1 4
FRZE, i B X Smad B BFIAR AL F %7 % B
B MBERSEREUMARETELRERBESD
YR E,. RO EES B REN R ERTHEE
i, R AN LR R E 2B, % TCF-p/
BMP 3@ % T 2 51415 B9 Smad A € # OB 1 OC
ERMER REARXPHLEFEERES Smad {2
it OB JE A, BR 45 [H Z #8155 F Smad fE# OC K,
HEBRTELERE, SRENTFEIHXEHR, EX
Smad 7E-& A B IR T & R AR R R B AR L3
M E, 42 3 OB AT B M Sk 42 i#f OC
LR, BERA GG B REMENE YR —
A
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