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Clinical application of bone turnover markers in postmenopausal osteoporosis
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[ Abstract | Bone turnover involves 2 processes: bone resorption and bone formation, and it can be evaluated by

bone turnover markers (BTM). In menopausal women, estrogen level decreases, the number of bone remodeling units

increases, bone resorption is greater than bone formation, and the level of BTM changes, resulting in bone mass and bone

density decrease, and even osteoporosis. Changes in BTM may contribute to the diagnosis of osteoporosis and the evaluation

of responses and adherence to treatments promoting synthesis and inhibiting absorption. This article reviews the research

progresses of BTM in the process of osteoporosis in menopausal women, the diagnosis of osteoporosis, the prediction of

fracture risk and the response to drug treatments.
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AT R SR S R i IR ( N-terminal propeptide of
type I procollagen, PINP ) FI T %Y Jist Ji 32 FE 7R vy
Ak ( C-terminal propeptide of type I procollagen,
PICP) . [ BURJFE LIV 73 2 — 25 HE 1Y J7 2T
P, 2k 150 SECIE P IR IE IR S 1G5 A — i o
T &4 B P PR — T A 0 AR A I
K, TESE SR WS B A A PR T, B 40 3 ik
Bl B R b R WK T R )
JoT o T A MRS FICAE IS pH (BT 3% BRAGE (4nZi 4t
HEMEK) , HAE A BORRCH B, T R
JRZ I AR L (N-telopeptide of type I collagen,
NTX-1) i I B R R E AR GG K ( C-telopeptide of
type | collagen, CTX-1) . NTX-1 #1CTX-1 J&
J5 R B A0 L PR R AR AR . PTIR A R RR M W R T
5b ( tartrate resistant acid phosphatase 5b, TRAPS5b/
ACP5 ) o 2B 40 A - AL i —, JE—Fh i
SPER [, B MR A R
B AN R R T A AR A,
H BBt e B % L AP T . B A e e
A J 8 1 P TR A R T B A2 AR AR R LA
( receptor activator of nuclear factor-«B ligand,
RANKL ) FUE A2 (5538 55 B OO 5 8 1, I
A A A ARG R . E A A R X
BRAVEHITE 2 KFEEE A B T8 8 b BTM BRI
T AFIE A BER DL W], B A dE 5T
WO ETE AL 2 AR, AHRHE, BTM 853 A5 ik
PR R EIE SR EY 2 25 fEa Rl &
HL R W IR BN A AL b, 2P plh%
RN T, Bl &R 8 PR HE R . I AR
HE LU G ) CERISRR G ) #Y2S
e e T B RICR S, TEE e R, a4
SRR T LR (— M SRR h 4R 414 ) 4
e, dE PR MR ER P I R
MR 7 CHIERAREY) ) AR R e e
DRI = S WA B A = AR [EREEIE 7 NEE = SN
TR SR 3, R At Sy o R -
TE WF 90 i §% 45 I, AT 3E % 5 3 79 BTM J
A= IS g 2 1 /NSO 7 = o T VA~ s
2> ( International Osteoporosis Foundation, IOF )
I E B i IR Tk 27 Bk & 4 (International Federation
of Clinical Chemistry, IFCC ) #f %7 Ifil 7§ CTX-1 £/l
PINP 73 SIVE A B WA R B TE I S Hhn &8, It

H AT 1B o h 2 AR X 2 AR
Pyo LY PINP EERIR T B, B s
fhd s, FERIBE T BRI R T . CTX-1 J2
I BB JF AR =8, B R B R bR, fE
oA FIAE /D . BTM e Bk nl F: |
ARG R 5, 0, ALP (BB MbREY ) |
PINP ( HIERREY) ) I TRAPSD (B R IShR &S )
AT R A R, B R CEIE R
B ) MCTX-1 CHWIAREY) ) &GP R 5
R T 0 H TBAAE .
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JG, MRS B i 5 I A R B EE S BT I Y
B CEETA ) | RRem g S HDHE E
HRABREER . SR, 25T I AITHIIE L
RN T 1A, WAk, FERAEEBNIT, BEn
ot 5 AR [R]) B S8 A o S e A L D
CEHEPATA ) o 2500 E T A
B EH YRS E AT 2 R RS
PR DL E 25 2 N SHURT B SBRBAME .

BTM (3401 AT G851 2 2 R XURS: féy 38 Jon
AT TR 2 P, B G g, B2
J¥ahn, Bawl; EX LB, BTM (2
HIE A E SR ) i SRR —3L
W RN Wei 4 BESE R B, TE MR %
R, RS B-CTX-1 75 &4 285 I 1)
B YEN, 425 B R KRR e R e =k
ey B URR S PINP 784 P46 28550 Wl 3 i
HD, TR0 5 Rt A 838 B I0t oh - 22 RRAIR,
K55 4 2R AR HE AR BRI INAY . 482
Jei, B T BT AR N S B T TR R S
WeRERG S, B s R b 3 v, (HJRAE
FAASE FE Y PR IT/KOT O B A R B
SEARUC, BIRZM Y o W R AE L
IS A8 RIS RN A A A o, A i S
W KO 7 0 AR B 2 T A DG, L v I A e e 5
WA B A O R B R, N B R e
BEEAFIE I . LB, SR AE it — 2 %
5K, ANITRE— 2 R 25 20 R TR
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v

3.1 B eh Tl Ivaska 2T T 75 %
4P 1Lt TRACPSb, ALP, CTX-1. 58 %545
. DEBE. - RUEEHSER LR
£ 7 BTM 19284k, 455 WoR 04 46 28 f5 g
BTM i Ji 5 B8 R 2 IFAH X, Gossiel 2 5@
I K PINP F CTX-1 4 BE M I 5B 5 40 R &
M, A5 0 ERSE R S i o
M, I HAER GBI G R B oE Y],
Vasikaran 25 7@ 1 SCHR & 30, KL HWFST 45 5
7R BTM ¥ BE B B KU iR, s e 48 5
P EEER, X —GEVRAELE; BTM &k
JE 5B T XRG4 i 22 ) ) S I 2 S A ME A RIS
BT IR, (HAEYe 28 )5 R AR H L LA~ BASI
Hr, BTM 5 HA 3 A7 B 4 A9 A S ME A K — 30, 1t
Fk, BTM 5 5~7 4F Py HH B 41 U (R AH DG4 b
510 4ELL_E B KU BOAR DG TR

3.2 BABANES W B B AE T W EE
X 2k B WY 7 ( dualenergy X-ray absorptiometry,
DXA ) llig& % k12 Wi, DXA W02 B BTsi faie
Wi 4triE, HAf BTM id AGEH T B2 Wy
FIBiAASE . 7E TRIO BF50H, 4 DXA 28 Fist
AR 28 22 5 2ot d A 20% 13 CTX-1 W EE = T
EWSEMELHE R —WRSGER kM, 15
Y25 5 A4, BTM (JLHE ALP, B85, 1
15 CTX-1 MR NTX-1) 58 % 5 Z BIAF7EH B
s TR &R VRS2 IR D BE T EAE 5 h BTM
KPS CROEEIE AR S ALP) |, N ETE
B BRI R o A R bR s> (RS
%) " Baxter & IS LI, PR NTX-1/ LT
1Y LB 5 Ab R VB B AMAE 1) R AE S A G, ik
WFFE R W BTM 58 % B L AR, T4
2 5B B AMAE A Bhi2 W, (BN 2 UL B2 W
FUEANE ; BTM TE4E & M B g A i 12 W g A
ST M B Tt — IR ABESE

4 BTM Wil L[5 EREMREL WG TT R 5L

4.1 MBEBR 3£ (bisphosphonates )  AUREAREHS
FEE A BB WICRIGY B BB E, & 2598
FEPS TR EL . PR L . RIZEREIREL | R

FRERSE . TR XU R ER R T B E b, oIS
FUA R, HA RS PR B e 148
DL, T BTM 78I R Hh e A 45 FH ads J2 W 254
XA B M GR T BIRON, RYT 8 JEE B bR
Yot R PR M A, 3697 26 J8 e B I b
W de KRR HuAm A " o M)A BTM A UL i 6 2%
HNGYT OV AT PEAG A B T 48 28 J5 i B IE S
FRIT A B, OBUBE IR ERIG YT ROV Pl AE A BTM [
/DR e/ i PR AR 4K (least significant change,

LSC) sik/b#|Z% X 8] (reference interval, RI)

R PPAh . TRIO WF5E R FH CTX-1 Fl PINP T4 45 48
J5 H JOT L M E £ X6 A 2 6 28 24 W 6 97 B vt
P, SR BRI 70% BB TE M CTX Hl PINP
Dk ®) 7 HARRN, Gt LSC) |, Jf HAE X ]
IR RR AV BRI R (4367 S A T R SRt mR U

Eastell %2 ({9 HF 50 45 5 /i, 0 FH XU IR 6 26
fff BTM FEAIRAH B 22, MEAR B 47 KU K. o
4 28 I 1A XL R GR T SO Y 55— 7 v
BTM 7K AR T 5 248 28 i 11 2 220K, BT
WY MLIE PINP B4 35 ug/L, Il CTX-1 5
B4 312 ng/L ' . #RTM0, BTM (44 7T AE AT
I 7 B AN [F A A8 Ak, T S — DR .

U IR £ 14 255 24 5 A AR VR Y7 IR ] 18 J6 5
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ZRYT 6 R B E ] LUFARKIR 3 4F, JFU By
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BTM Kl sk A BUe (i > .

—UB[E Z O 2008 BTM 90 A W i XUBE PR ER V5 T
SN BIFEEE H o TOF RPN E5 1k 2H 21242 ( European
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FEAR I B A ] BB R R R E— 20 T R YT
TSR IGTT R S TR 35 44 2 T o I Hd%
F BTM iz H 24T OCTT B 4 TR B 48 285 1 b
FASE B8 AR5 T IROSUBS R ER 3R 97 4 b, 9T /s g
H BTM Wil 4s T30 )7 o] i & 58 S BB R e a5
BE | BARRS MR AR, X T AR A
HEEEL
42 3AF#3 (denosumab )  PUE UL 25 Hu AT
B — X RANKL A4 N TR B s BT, BT
S W WIhREY) (U CTX-1) FEHET Bbr s 25
1 d 9T FERDLFR A B 8 K, T8 s &
Yy (W PINP ) X & ST S i 35, #F 3~6 4>
HJG KRB . T 10 4ERYRIFSE & I,
NS T HUET SO0, 484 5B RN IE B I
W CTX-1 F1 PINP s EH A R d > . {55 4 B
TR, — BAFIEHE PH0RYT, BB BTM ik
FE s ad B S R i BE R A, R A B bl R
FRH 25 e FIMEAA B B iy e IRUR: 1

SRR ER AR L, HbET SABTIRY S H AN S
B ORI S 4 R Dk D R EE TR R, RE T A SO REAIG
BTM ¥k, #RnE % 5 L TR R 32 0 i ik
FN T AROSUBERR Eh 167 B0 Lo B R A E SR
Vo L Jt T 2 4 Ay b 7 PR R 1 9 B
BTM 8k, 215 TIRGFHNATF AR . RS E
T PE— AR, ECTS b 242 T {d il BTM
kA S AT B AT R L P
43 FKE> (raloxifene) FHIgREISE—Fhik
PEMEMERCE Z AR R, 7R 2 ik I Rt i
TIRITA G B T AME o RPN B I 259
X} BTM A B AIG R B /N F OUB R L, - LIk ok
IR A P R I, BTM tnl JH T
W ERIE BRI ROV o TEH Bl 48 28 5 2ot
h, R IR S RIEYT AT PINP A CTX-1 70,
B R L e o S e AN e N g G = S = AL T
N, ARPE 2 FAR NI R G VAL, B 2GR
SR MIE SE 0 BTM A8 (0 AH T
4.4 4 5 ba K (teriparatide ) 4 57 A K & — Fb
WA FURFFIRIE R, RS IEUE G R, E—Fh i
PRI A 25%) . WS B, (4R DA RRIG Y7 4
205 B R AMAE, HBE L7 PINP 7KL 4 =,
3 ARIAEERARME, 1 CTX-1 B LA A JE k3
AR E R RAE Y L AR YR L KB L, PINP K P44 5

T FELR 10 mg/L DL 3 - BT AR AP
TR E T HER ) . BTM 78 IR ISA YT 4ot U
A RACENAIT RO VE LT A BR . BEA 1l AR
M BFN &7 BAATIRYT 8 28 I B U AN AE, A 1Y
BTM 754k 55 B b i FH & BT v6 97 1A A8 8 31 5 A
L0 P AR R £5 4 A 3 s S R A B A
T I PINP & THELACE, (B2 60% Y 5 i
R R, B8 % AR b5 PINP /KOF- 1978
feIEk, B, MXUBERR SRR YT 1 8 24 & AL
PRSI IR R, PINP BEINK T 10 mg/L
FHEARETIIF 5% B A4l 40

4.5 %FEHzx#FH (romosozumab ) I BLZPREA
P —Fh 1gG2 NTRAL SR e REPUIAR, TT45A 30l
AL, i Wat {5538 %, fEdtE 8ot
W, R RGN B B AR Y B
PRI BER BR PP AT B S MG N 4 28 )5 S A AE
LHER B R, B PINP FERZS S 1 A4 A0
3 AN AR, (HIRAE 6 A B [ A 347K,
T L CTX-1 FREERAR o 5 — TR pHEtE . g
PEFNZ U DAL T AR IR YT R e i 5L
KRR BRI 2 RTE32 1 SUBIRER 25 . Hudy
PR R IR T R B PR T RICRAN S T
WELRIKOGUIRIT 12 D H R IROER, 458 BR %
SRR RYUIRTT I BB B B N S e iRy
JrikA K, B BTM A8 46 ] T 9% 5L R Bk SR BT i)
EPEE Lt S

5 I &

JUE DXA R B % B R 12 W AN AE Y
prife, (EJRTELEZE IS B B ANAE R T, BTM
B ZRMEI AR SIEH R, ATHTH%)E
 RANE RS 2 BT . A48 28 54 BOBANAE A9 245
Yy CUnBUBERRERDE . HuEF . TR EF . Fasin
RIS BLRERHGLAE ) I6)T P, BEIRIT S BTM
AR A LU 5 IR 7 ) S BEpR, - Al R A
PRIRIT RO, PR EE IR T HONE, R AT .
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