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Abstract: The bone metabolism biochemical markers included calcium and phosphorus
metabolism indicators, bone formation markers, bone resorption markers, hormone and cytokine.
The bone metabolism biochemical markers were derived from the bone, cartilage, soft tissue, skin,
liver, kidney, small intestine, blood, endocrine glands, and so on. They were enzymes and
hormones secreted by osteoblasts or osteoclasts, and the product or non-collagen proteins of

metabolic bone collagen matrix. The bone metabolism biochemical markers could reflect the state



of bone turnover promptly, with high sensitivity and specificity, it had been used in osteoporosis
diagnosis, prediction of fracture risk, curative effect observation of drug treatment, and the
differential diagnosis of metabolic bone disease. And it had important clinical significance in

epidemiology, pathogenesis and drug research of osteoporosis.

Key words: bone metabolism biochemical markers; calcium and phosphorus metabolism
indicator; parathyroid hormone; calcitonin; vitamin D3;25-hydroxy vitamin D3; 1,25-dihydroxy
vitamin D3; calcium; phosphorus; bone formation markers; alkaline phosphatase; bone specific
alkaline phosphatase; osteocalcin; bone glaprotein; type | procollagen carboxyl- terminal peptide;
type | procollagen amino-terminal peptid; osteoprotegerin; bone resorption markers;
tartra-resistant acid phosphatase; type | collagen carboxy-terminal peptide; type | collagen
amino-terminal peptide; urinary pyridinoline; urinary deoxypyridinoline; hormone; cytokine;
growth hormone; estrogen; testosterone; interleukin-1; interleukin-6; transforming growth factor
beta; tumor necrosis factor; insulin-like growth factor

B BRI IR ALZY, il 4r RS B o R 4 A B S B B B A 56 B
HHA, RN AR EE L RS, A SRR (bone metabolism biochemical
indicators) KA EEPIIEM".

HACEAC R bR 004 ESBRARBHA IR bR . IR EY) . BRORE . R 54
7. Ho B S5 B R Ohr SV E TR B FeAibr 9.

HARAEAGTERR 72 BIRIE T8 . BCE . A Z Rk B B /Dg . R A ik i
PREE, R AR A B 2 B U B AR, DA R B IR A B AR Y R IR R
HH.

H AT R BRI 514G BEbR %2701 (enzyme linked immunosorbent assay,
ELISA). thZF & eH M %E (chemiluminescence analysis, CLIA). H{bL22&IGHIEE ST
(electrochemiluminescence immunoassay, ECLIA). U %IE 434 (radioimmunoassay,
RTA). AR5 4047 (immunoradiometric assay, IRMA). ERMiAE i (high performance
liquid chromatography, HPLC) M lLhfhikZs,

HAC AR bR BASBEVE N BUg A 2 W i b, (DS A I It PR i AR E A 1R
PR, ATRL T R AU R RSO, TR EARSPIRAS . B BB 2 W0 AL, T
HITRE . OB BN RO, BLRAEHE BRI 52 W 28 BUGAR AR LA

B REAR 251 BT T S AT AT U TR A R R .



1 EBEARHHA AT Hadn

AR I R, E RSB R TR AR RS RS IR R L RS B ANEAE K D3,
1.1 FRFBRE

RS2 % (parathyroid hormone, PTH) & HUIRSS MR EAMA WK, &F 84
ANEEERR IR PR 2 K, AR PTH B2 E A7 11 SR @R (11p15). XH4ERFLIRES
WA AT A AR E EEER . PTH 58 BWHHLSRMNMNZARE G, R mEKFEFH
w MUBEAKCE TR PTH PRSI T8 (A R 20 ARARIaE, o il 4 R s B 4 e 1 2
B TR E AR .

PTH 7r 2 Z PR E AT, WgesE 2 D 5. B S EUEE . PEIRSRERE RIS
e ML) PTH 436, AICILAS B3 PTH ik, W& ME4EAE SR D A4l PTH BRI 5%, f# PTH
Ir IR o

PTH {3k ORI B e ¥, sh B A5 NI, M5 T . 12, PTH B3 B & i A 40
JL, M0 RCGAR R B AN B, BE AR T Re g a, BRSO N . AT PTH R H
RF MR ZAE TEE, ERBEARZE T « B 2SI FRifA (receptor activator
of NF- kB ligand, RANKL) ({1261, MfidSHMIK™ . Hyk, PTH 55w 4 sk mem 4
ARG &, FHIHE T, AR T AR BRI & BON B 25 BT E 15 il

TR, PTH W T BN B WS R A E RGN, PTH A8 B e T HAE F 7
FERFEEGR & PTH BMEAN, Bl SV R e A, S80E R KT EIRM. (A&t
/NI PTH TR

PTHHG =y, WL TR VERVIRSS BRI Be 7Ot . SeOr it R SE RN RETURE . KK T 93 ) HY
RFARIHAETTHE . BRME DRSS AR IO AR 2 . PTIVRAR, AT BURAR T AR VIBR BTl HOIR 55
g T B VBRIERE B 0 A AT DR I 5 70 BT SR S PR 5 g e I A A

W52 157 PTH A2 PTH M5 MR8 ) 5 8 B A, 78 TR %8 90 J50 A P R 4k 4k IR
FHRTNRETCRERS, AT A AT MUBEAYEA 3R D AKSF—& . PTH I J7iEA LRV #%
RTA. TRMA. ELISA %, b, JHUR Gz o Hridch M 063 th i PTH B 2 0% 1O Ukt B9
TS o BRI Sk A LA e A\ A4 I b 5248 % PTH & &

R B2 WrE g AA Iy, s s, OB R JE I EAIPTH, S A IR, W
HANEAURIIUPTH, (H 45 IE W PTHWA FHEI R . 75N H ZBERR $h R 25007 B AL I
T R AR R A R, S AR, PTH MW AN, o rPPTHAR BT, RIS ik 44

EDE RN .



1.2 FBF4BE

853K (calcitonin, CT) & —MEZEHZS SEBEACHM T2 IEIME . FEANENH
HURRIE IS5 4 (parafollicular cells, SCPRBAZEANALSE C i) FAERIGMW", &8
32 MR Z MR, /& Copp WA AH T 1961 SEHUCRIL, T BAEH R A2 PR
BCE A RO B . FPHIRCE AR EE T, DB IR AIR E T RIRA, BRI A Y
AL B2, ASE I i 2 8 1) 2L G b A A s R B /D i 0 S Tl ) B RS, o PR S R
T EARAE T N BCE AR, RS ARG T AN A o BEAb, B4R 30V 2 A AR P
SRR BRI A R MZMAIER . A5 ER 5 IR IR 1, 25 (OH) .D: L FI4EHE
NARP LS S E -

Bee 15 2% 2 S ) SR M i g B R A, L S R A M R B B 4G K 324k (calcitonin
receptor, CTR) HESPEgE &M= AR ™ o B8 2T 400 b A1 Wi o o A S P Al
VERT, RGP 2R 815 2 WA 1) D B R 5 701 o 308 e o 20 N ) 6 e R ) T R AT TS, B AS
A E AT S 1 S G TR o AL, AR B R A L A o T A T R il 4
A e

Boe %5 20 i A R ELARAE o B AG 2K AT LAKE I A 4 M B R (alkaline
phosphatase, ALP) [EYE, (RBEE BT ik #E . B4 22 T DAL E B 200 B 384 GE A 23
e, BRTEIEMK, BINE%E, ReEErEyisiaett. BEER e &,
IR 2 o i AN R AEME B B TR a it (EEHEE % Z (bone mineral density, BMD)
BN, IR R PR e

L HUIRSS IR AR, R4S ZO0r L% B35 4F F e i 2, BURZhER, 78 1 h Wt arik
Bl i, (R FFSLAE PR (1B, AR PTH MR AT AR o B4 2R 7E MR A &) K
FR R WIRAL, EE AN 15 min, EMEH RS EEM. B ATk RS2 T EA
A=) TE R TSR A B W 7E Vo

I P 2 I E T FH T2 W A 2 R 20 o A4S 27K AES, LT 35 B FIR IR D e ek
HURIRF AR VIR . MRS EACT T, T HURARBEREE . 724 P45 R A R R
RAMEHCIRBRDIRE TCHERE « 18R B o JR A ME HUIR 55 IR VL BE IRGRAE . R AL RE  HoAth ik
DU PG OB 58 o BRI 28 55, RELE Ay il 3R g v MUK 30 A0 15 Wb 3R T, AT
B A Th . B R B R AT IS B DR AARE B BOAE FH, Rh I R B b« o B
I BT AT R AT R AR
1.3 4EA=Z D3



YerE K D3 R HARTEIE I IRV e A 2%, BRI R o 75 A2 30 RAMNA K 414135
BRI T Y2 D3 AR RIL T,

Ui R D3 R FTA EEIE S h—Fh AR ARy, BA 2 EAEH, ERAER,
EAR ER2WME, R EHMBE 1. 484K D3 S 5 GRZERE . difEK. o, H
ToAR A TR S R

NAR A YA 2R D ISRUEA IR S BN S E PRI At AR 75 AR E B DG IS Ah 2k
FRUH T A70E T K 2 B S5 sh W B LG T SRR B B e 2 S S A e 4 A 3 D3
WER R (. A0 NSRS HIR MR, IR, RIRER
Fiide . N T BAMESHR AL R D3 IO o AN METRIS HE A\ S5l & 4 4 3 D2
2 D3 MR A RAN AN AR D A

1, 25 (OH) Dy BEBE (RN B ML & S 45 & B 1, 30/ B0 IOt 435 Frg Wlie, 489
B fEBIE, 1, 25 (OH).Ds BE RS G INIT s B /ANE XS 85 . BRI, ThEMesK-F,
I B . TR, 1, 25 (OH) Dy ELEAEF T8 M0 WA, (kB 5 T e S i
A4 -

M7 1, 25 (OH) oDy 7K AT SR Y REPEAEARE 38 D 40T & i, (RL/E MR AR, F
HWE (6~8h, 5~T7d) . fiffF>, 25(0H) Dy NAEPNYEER D I EZAEAAIE N, &t
WUARSEAE 3 D ARSHERAT « SR T AFRAR, A b —OEd W I M3 25 (OH) Dy &5 ke S
Mg 4EA: % D3 (K V. HRTZE:#H N, 13 25 (0H) D:>30 ng/mL (75 nmol/L) M4EE
2 DAL, 20~30 ng/ul (50~75 nmol/L) NHEAEFR D AL, <20 ng/mL (50 nmol/L) Jy4k
AR DEZ, <10 ng/mL (25 nmol/L) NAEAR D P HRZ . ZIRIX ARk, 4EALRD AL
BGER = A 2 3

UK D3 B Z AN R AT Bk R FR S IR T RE TUE . B4R D3 BhZ 50 A L
T OBEPRA . 1SR, A SRR RIS WA B E XA F D3 BT TR
BT

A3 D3 SR Z O E A Y B BRE AL e, P E AN E . E N
I TURAT S LG R R, 484 % D3 R IR ER RIS 30%~80%, ZEN. BITWH
X R MR AT RETE =y, AXERUE 10 A2 AN4EAE 3 D3 A=, HIZE BT, 40%~100%RK
KL NGFEMEER D3 BRZ s S0%MLLE 5 R G A 10 L W) IR T R AEFE4E A 3 D3 A2 [25
(OH) Ds7K~F/INT 30 ng/mL (75 nmol/L) 1. #4EAEZR D3 Hh= O Ay tH FH3 A A 2L fgk B 1)
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IRNBFFLUEAE 3R D3 5 NIBM R AR R &R, WEFC4EAE R D3 82 BB B s A S
Y 3% D3 AT TR . JAIT HA EEN. TR
2 BB ED

HIY bR SPOFEE R R R RREG . B R 1 AATIRJR C-um it ik /N-uim A ik . &
R &K
2. 1 B R R B IR

ALP &SRR IE S AR T KR 2 R BRI T HAT Fe B AL AE A i — B SR . B Re e VAL
PERERES (bone specific alkaline phosphatase, BALP) & ieH 40Mo ) —Fham i ohs, L
B R AE A R K B RR RS, AR IEBE A TR LB RR, RN KRR RERR 26,
AR FONS i ST B AR, AR T .

BALP (11 3858 . 73 40 1 e b5 8 B 10 1E 8 AR OR T 25 DA DG o BALP 45 J30 T 422 o BB B
SRR B DI SS, FEORME IR B AR, T A AR IO ot 7 Bk A e P T T K i
TOHLBERR L, REM FRACAERERR IR EE, FI T B0 1. B R L SZRERT, U 20 & RO &
VIR, A L BALPEA 2 7

R RIS 2 5 B TR R, FE IS TR, A B 0 R B TR I R
B WRRBE RN, BALPACT 5 e 4 M AT A A i LR MG R, IS BALPE B
5T 5 B AW W W T AR 0S5 BALPHIA 2 Bkt 16 K B T i 5 2
— o MMIEBALPE & € 55 303 WG HARHHER , R 2 B BBRAARE (RS W L a7 RCR
FRTHREIN 9 155 OIS PO 7 55 S AT 28R AR

H 13 ZERF Ge e Wil e /L35 SR o e A IR S TS S 5 Vi AT R G 88 23 BT 125,
(HR IR s IR e 4, SIFEPEALPAH — @ A2 X, B, 4 MIEBALP &
I, IR L 2Lk G .

ML EBALP & 5l 5 5 B2 WL SRS B AR (¥ L2 T L Y7 R I o 15 U 1
FUBT G SR B o e e AR 95 1T P ALPRIBALP I3 v, A A8 TP ¢
(Paget’ sfij). BURANERIERRGSIRIIRETCE . HORIRDIAETCRE . o 4 2L 1 Jo B A
BAVBERRECE R B RO IR BRI 25 iR T IR RA T DA R B
VERERREE T %, X Fh R B AT 70 2 B IN 1T, BT DABALP R i B AR VA YT 7 PP AR 1) 5
LA

RS S PR B R G B S i 40 IR TR RS SRS, RETEL, SRR eiE
e 5 Zh A G AR RS YA R W L 95 TR (0 T S SR A 2K
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AR o
2.2 BER

‘HH5%& (osteocalcin, OCEbone glaprotein, BGP) XFKN vy -REHEARETEA
(R-hydroxy glutamic acid protein, GLafk{), & FH {5 B 40 B & oA 43 A F) —
FiRs A R B B R A, AR E RN, REHANIERIEEAN EERS, J& Tk
RIFRMEEE A, R—MAERKKEESSEEN. BFEREEERT L &YR, H
A CRRR ML P R B B0 FRIEA R AR AL IIBGP X I TR o TE- B IR ISORI B TS BT
PURLE B LI BGP I B, SIS A v —FRIEAS G IRk 2 8 th ok, I 2 k7 it Y
Y 7B B R AR o S R AE T B AR R R A, R S R R T A
SR T AN BT, D E A BRSO LA FA 7

HEERTHAT S EREENIERIEEA, HARREE A 110%~20%, 2 H
JREYIM Costeoblast, OB« A i 4 MURI A= () B A & ™ o IREAFIBGPAY T K 43
BENZH A HE 5T o, ANR A3 N ILAER , IE BTSN LR IR 8] 29493 h, I e A4~
5 min, K#/FE BN HEI o it B BT e R B A5 3R K. S B85 R AT %
PRI E o

HSER W E ST R e VR, T T ORI B IO YR TBGP, Rl SR
ST AR B SRR FERCE R B G 3ANE B, B ARV G B G At
BT BRI, S R R TSR SR A S T AR RIS

G BT SR TR R R e A R bR . AU S RIS, SEE R 2 5T
I AR K BB A K, SR ERAR G, RES SRR I IR (s, S 1L
SR, I R R 25 R BRI, BGP M A AR R W T R A A T
bro WGER I, IIEE 5 RK 5 B g AR G

ML 5 IR BT s T SO R iRk, EZWT)LE AR, g A4, B
Aa HY SRR MR RBEICAE. FORBRIIRECHRE . FORSZ IR ) R Uil
RE O TBRAASE . JREERE . M0 DR ELUIBR AR5 4.

BGP AR L T R R Th BE IR AE « ' LR B IR Th R U HENE o A M B B e . P
PR A A% . PRI AT EBGP KT N R, RIS IR YT WAEBGP K BTt

LSBT SR RS ARG, BV ELL 5 &k, BGPR T, B
NEAE JEBCPIRHT T W™ . B {d FIBGPER# I A 5 FHBMDIN B, 6 T A7 b i 5 k%, (]
BETRIN B AT R o 375 b5 KT R B B2 S B SR A R B 4 LT A R TR
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L, S8 PR TR BRA 25 430y T v R 259K P I B A B bl — S B A ™ IR L,
A B A A A AR A2 L T A Bh 4822 5 B BRBR A 12 T L U R 7T 2K
SR A7 RS T 55 75 T
2.3 1 ZYAT B C-3m Bk /N-3 B AR

HHAEERAHUR T PR B AMATK A . A HLURZ) & B T EA35%, H90%~
98%A 1 BRI . TRIAR G/ N AR & i a8 MR 2R, ™ (b i e — 1R IR S 8 2,
A A5 53 AR (AR = T ) 4 S e S 4 (R AR WO

[ BIRIEATE A —ANBOREE, BTRATRR . TRRTE s i i A, &
RS GRS AR, AR HR AEAE 1 P9 U R A5 200 EH SRR AR S K A, R BRIR
B R R (K AR B (extensionpeptide) , AR, IS AX 22 1) 5 6 T SR A B 1)
2 JER T4 o T AR 25 IS SR (10 382 ek i A A B R TR i Je S 3% B K oK (type T procollagen
carboxyl-terminal peptide, PICP), %3 b ik BOAR T 2L aif fie S & 3 R uim K (type 1
procollagen amino-terminal peptide, PINP). PTCPE{PINPLE I3 F i) & S e il i 40 o
BB ISR A RE ST, A A 0 B R NS D R T R S R S B0 S AR AR . PTCPARR 41
HEN10000, [MA=FFEHIN6~8 min, LAFHERVIRA 4L, PINPACEIZEE . i 4 i)
R T AR A U AR A R B, TR T R S T R B A

AR B IR 4 B S SPINPT & . JLEER B AEORMGI . B R, H
. WM R, PRSI R SR L. etk M ERTHES miEPICPTH .

Chen ™% B AT H JoR A OO 4028 5 10 Aok FRFSTA KT J5 R, ZE TR 7 1 AR
EFRBALP. PICP. PINP. D-Pyr. NTX#, PICPHIPINP/ZIGYT JoBMDIE e (O T Fa b . ik
RS A R, R A B R B M MIEPINP AP BAR TR AL, B
JE BIBMDIEAR G, B R B AL B B AR T e IR, AU R, BRI . 4
BL T, fEAZERFESRT, PICP. PINPIEFIE FER A B &4 TR B8, Mt
B TR G TT R AT B IR SV E AN U, PINPRIUE I AW &, BAZME ™, &
i R 80 S F PP oA o S S AR e DRI, R 2 R LT P INP Ay e i T BB 2 v O
L7/
2.4 BRYER

B F (ostoeprotegerin, OPG) UFRH 3\ B R4 B« B H 20 M0 A e ol B
HISimone t 5T~ 19974F 1 IR AE K B /N % 7 bR cDNATHRI T Se P43 21, & vl VLR R
FEDRF SR SR PR B DL o TE 1 B R AR . S0 0 A 2 4t i S5 2 i b 28 Rk
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. 0PGBI OPG/ A A F k BEZARIGALIN T (RANK) / RANKERAA (RANKL) ZRE0AAE 1S
HARIER . OPGIY 3 20 AR S AR, FIH0HI B 40 (osteoclast, 0C) K4, JHE
HE RO T

OPG& —Fh &40 I MR S BRIRIE M R R, A OPGIER 8 7 £ Y4 f4£8q23~24. Southern
ENIE R ROPC A IANEER, K27 kb, BIEKEN270. 367, 192, 225F11765 bpfi5/M4hiE
F. OPGHERIGHAD— Bt & 40 IR LR R FE IR A 2R (R, NASR2 LN IR IR TR S L
A TIOPG . OPGEE A 43 RA T FTE, BI60 kDafty SiAFIELS & 1120 kDaff)[F —
Rth o FROA R T AR AL, B R T HEGRI TR &R, ik T
UITEAE PR I R K

OPG mRNA | 23RS T 2R MAnE &, Hrb LU, OF. HURIRAERRERZ .
V2 RCH A0 1 R A0 ShBK-F I WLAIR . A R4 . A% R4 K B LR Bt A R KPR
AT IR, OPG [7IA 52 ik Py £ i 3 AR R 1 R 2

OPG/RANKL/RANK 2 4t /& 1T 4F- SR R L (R AE A5 B 40 i o A A v ) — A B 2(E 46 Sl
B, HFEEHUHDZ: (1) B g LB R R R T 2IA RANKL, 5 40 i At A 41 il sk
B A T B ) RANK 56 J5 (R BB AR R 1) 234, AT 51 AR VA o (2) i 4 P 2
BRIk OPG, 5 RANKL a4+PE4i#, FHib RANKL 5 RANK Z[EJH)ZE&, #5
RANKL/RANK 45 & 1A 45 45 B = S 4k, BLHE0H RANKL/RANK FRIVEFH , AT #0081 B VA e g 7 2B

BRI IR, OPG FIHEm a2 B, SnE/NEE R, Webnes Mg, bl i
Yo, AT DA SR A - ILSD B I ER T A ) R A S P S A S B A
WA VR, 5 SRR AR T AHTTURIL, OPG IR X B B BB AR ™
XEHZ OPG i ANAERL I RANKL 1 RANK 45 &4 5. R/ PR sl SR e S hik 3k 15
OPG—/~/INEk, R ILG RIS EFAE RN R ELHR,  OPG JEIRIB /N R 26 B I 7K 32 B K 38T
R IR TR AR /N R H R ME A (A /NS SRR B B3 R, B 5 R B —#E, OPG
DRI 1R /N B A B TR R AA TR o OPG 8 IA A2 RANKL IR ARIETUF, 76— I PR
W5 RIL, OPG AT LAREAR SR S0%M IR ISh &9 ™ . ARSI, KEVIBRINHE, M
B 41 AR BE S 40 OPG 25 (A FT mRNA RIA BRI 3830 3 NS, B 4 R B Bl S i 4
il OPG 75 [ Fll mRNA ik T

KRBT 2 B OPG/CT B R v o SR BV A 2% SR B WO 58, 1S5 0PG
KPR R, MU I BE A RS DR S

B AR A2 OCTIZ BRI MR ISR 58 D R AIE 1) 22 Jik R A% 500, 55 OPGARI (550) RANKLA 5%
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i JeR e e 5| RES ) 1 PR AR PR OPG 3k WY i B A1 o 1T 71 e S5 38 OPG/K Y- W I vy T i 21 i A
& o il S MIBOPG/K Y- 35 & T 18 NBE, il i e B v T i B R 4% J8 ¥ . OPG
AIFEN B2 A P LA AR, S8 B 20 iR 55 23 WAV FH AR v N R AR TS A, 915 Lk RE 4
FL DR 5% ML A2 55 o DRSS OPG/K P S RL AR I o OPGREAFEHS B 1Y, B W UACHY 58 Fs AL ¢
REEVES I, FAROPG/K T # i OPG/K P A B i (M e fa b vk . BEFERIL™, 4B )&
VE M5 OPGK V- B 25 4E RS S I T om0 M B B = I B 0 A T BB TG R, ML A A
Wi, BRI, HR&OPGT -

3 BRUARED

B SChR EA)  BAFE U A R E R . T AR IR RS C-A R T AR A N-
AR FROEIR S R 2 T o
3.1 PLEARRIEBRAS

PUl A PRI MRS (tartrate resistant acid phosphatase, TRACP) &R 1H: ik fify
6F0 A TR — M, FEAFET EVRAM ., BE M. Gaucher UM, ZLZ4HMI. M/
FELDE B IR AN M LA S SR AR AR MR A b, i R A M AT B A A R s . AZRTRACP 2
AT 58195 Qe fAP13. 2~13. 3 ALK —NIERIZAD 1 52— [F) LA, 282 — P& e B AR =
IS SRR, 7078 N30~40 kD, AN A MR IE I TRACPZ B2 7 41 f [R5 D9 85% ~95%,
72 S PR YT A ) P e BT R P AN [R) A B DR S 4 0 6, sl I B R 11
Wi, A=A T 2 BN Kk

FEIEH NS, TRACP PAPHFFAN[R] HREHEAL T2 A74E, Bl TRACP-5a Al TRACP-5b, J
1 TRACP-5a BV T 4 P EVE4A ML, 10 TRACP-5b I 3 BRIR TR 4™ . TRACP-5a
A DUFE MR g FH R %48 0 TRACP-5bo 44K I N BB 41 U ) TRACP /& TRACP-5b, ANy M
TERAREE, 1 TRACP-5a 7513 ME BRI 5 -

TRACP-5b i1 T~ Hol v, AZBREL. W BF BN, e A
D7 AR . TRACP-5bAE Ny S 2ARE MR UShR 254, & — AN R S 0 v B 2 1 B Wi
bR TRACPH) = BAGI J7 13 3 /1510 ARV Hvka . B8 DA I LB vk 2 e
WL H L B B AR G AR B P s 5

TRACP 14 i 00T S R P PR S IR T RE TUREAE . 18R ThRe AN 4. WTBMEE R R B 5%
B EERE REA S R T TR AR

HUR S5 BRALBETTHE L Paget” sTAFACHHEE W, ML TRACP-5b /K-t & & i T3 A 4
LS PER IS . FOIR 55 BRALRE TURE 238 TR S 25W03R 97 1 A2 v LB TRACP-5b 7K~ % .
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Y25 JE TRBRAN T RS I AR UIR , MERCEAKCSFIRD, B A RS R, B
R, ERIBCKTFH MR, M35 TRACP-5b R R . 7028 LA 24 M B FAE £ 2 i 37
TRACP-5biRk i 1 2N, H58 % % 2 83 fk k.

T DR R A A B By R AL B AN AR, B DB Z, 1, 25 (OH) D& P T F%, i
AR, 4k FURSS BRALRE TUE,  BE AU RE N,  B I UOm R, PRI TRACP-5b
AKETEE . B BT BEALEAE RDACBIRERT, kR HUIRSS IRpLEETCE, MPTHTF & .
CTREE, BWUE, IMmiETRACP-5b T} i

PE IR B RIS S IR, BRI ERIBCK FB R, L% TRACP-5b 7
o
3.2 T RRJRATHR CR¥umfik

FEBRIANUR S, 90%A T AU, T AU AS R B AR ik [T AL R AS . C— oA wi ik
(type T collagen carboxy-terminal peptide, CTX) 1J&A%FH &N I i S BE bR 4 -

a~CTX Al B ~CTX R H W EESR R, o —CTX 5 B -CTX AFEBRM AL, o -CTX
5 B -CTX fIIX 5 B — CTX HJIk 7 41 o ) R A Ut (Asp )& L-% e # 44, o« —CTX 1 B — CTX
REEE T RE Y TR E X B, AT, S, JrUArz
B — 2B AR, B B R M RE E o CTX FRI/K T St T 0 4 P B W AT, CTX
e U 40 L P 52 0 A R PR e 0 P Sk

CTX FJ LA TBUR #9258 73 AN IR S 738 Bt B X 0 o A 7 s i

I RURFATIR C—ASi KT S e 1 A i A i MR e 1, e B RS 1 = S AR A )
W FE BT A AR AR R, FL T R S R 0 e R A
—3.

B IR BAE Paget” s 5 22 S M B R0 BRI B e B 45 BB 3 IS CTX KCOP Tk ™
CTX 15 F B SCRE FE AR G, XHUB ISR Y7 S LT T SR, AL i CTX 7K ) AT &
IO B R, FE ARV F A S M BB S e hr

UEAESR, YA —Leg a1 BRI JR RSk C—A i ok S i W AL 1 FREEAT T — L PR
BFSE . AW, 50~79 % Zobk CTX-1 B & i T HADAE I 4L Ao bk, 15 BMD SISt R,
— R ORI, AR KPR O S AR SRR SRR, BRI AT R A I3
CTX AKPA Bkl IEH M EPR, & T R4, T RSO s B Mtk 5 3 R 2 n . 34
BT SR, U-CTX PR BB 30A B R kA () 5 e A BER I (R S B T, IR

BMD 77 B AR G, Iy U-CTX B R /R 24 BB AR PR A A 3 IR U 1R AR BALP,
13



BGP. CTX *F 2 BUHE PR & B BT AL (K1 IS W7 B R W PP AME, i =& 15 2 BUREIR
B B RS B IR R AR 2 (8 (5% R o EWIIBC A 37 BALP. BGP A CTX 3 T5HE b5 1] 1
Bh 2 BB PRI A B R ERAA 12 T

TR ¢ JER A2 B C— A i JR A2 J B WAL 1 B 2B AR b, A BN T2 IR IR S B A b
BV, SE RSO EE R UIAR S, K CTX K AT AR R i v R RE E , IR NI R
PRA B e B S B AR A B S bR . A 3 I AL T35 CTX O S B WS A A e 45 v
trEm™
3.3 I B JRATHR N-K¥mfik

T R JFRAZBE N-AK 5k (type T collagen amino—terminal peptide, NTX) J&H IR
L FFF U v 6 A P i B P — R S P e ™ R S M WAL e S R A PR A S NTX
A PRIk (Pyr) F1PR B AERE ML (D-Pyr) MK 4 FEZIK, B TR 7Rk, BAE
P

T A T AZ I N-oA v S 5 RN ML, 8 A A28 B HETHE 5 358 40 N PRI, JRITE AR ) NTX
FORVE T By TR, Rtk 1B & IR & A 2wz A e ba il &, BI NTX (148
LT A Z B o =R AN AT JR NTX S5 Rl S B WS e Ak JR e A Y () 5
NTX £5 H 75 BRI (uCr) RRIE. NTX 2SR AR E 1B AR L=, ol =2 S W ik
PR Sk T s 4R bR . 2 UE JEAE SRR NTX/Cr 5 BMD 2 B ORI 0%, 2 R Wi W AL Fry
SRR IOTERR ™ T B JEA I N-ACt ok T LASE i JC S0 28 4 W RHEIBR S 028 W PR 6 A
W, E TR R R 2 R R S R RS . 5 CTX ZE M PR AN E], IR b NTX
HAE PRI

TR 58 5 A2 BB N o oA A1 g s 400 o AR 1 BB PO o L 7 3 B I I 4
P B RS, AR G R e AR AR, R E RS TR I B S,
WA H AT S BB R SCIR DL B BURR L R S (KR A

IR b BRI « R P PR S5 AR T RETOREIE . W ME R 6 . FOIR BRI RETCHEE . iR
B RN 2 02 B R S S BINTX KO (R R ™

WEACAESE™ , 18 2P T B e A 12 W A L35 4R bR b, SRNTX 12 I B e ¥ B 2%
(RIbR G . — T B B ERT 72 Ui, NTXSCTXGR BRI BURIR bR, 58 % E . 5
(R A B RAFRAEORHE, RN TR 61T 2% B Db

TR 58 J57 A8 BN i fok D1 5 v R AU P e T 5 R, AR R 1S W MR M
IR R AT RR, X B AR BOR 1 AT« 25 NS, RT AR, B
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HEAIRARE
4 BREHRETF
4.1 AKBR

KB (growth hormone, GH) EHUARHLAMMI A KENCEH MR RZ —,
i B B S 4T A Ak I B AR

N AR IR A E T A T A T R M ROURE P AR A R W AR M BT 0, B e A 5
BEREZM—MEAREE, EERANEAE 5~10 mg. GH MEERZK IS N GH-1. GH-2. 2K
B EKE -1 (chorionic somatomammotropin, CS-1). CS-2 F1 CS-P 5 Ff. TE{AFIFEER
HGH (7> IR B AR — 1k, BFEZMEARRE. G 2RE. 27 BB RS
SEEEAMNE A% HrhBEER ol U TR AN 22124 Da (4 22 kDa) [fH4E" .

GH LAk 7 s NI, 52 7R Fefid AR B IR (growth hormone—releasing
hormone, GHRH) A= K 2B TGN I LR (somatostatin, SRIH) FIXUE YT . [ T A 2 ilb Bk
FUERILAN, GH B (Eb B IR BB, BERUERK . BRI S s 1 e
JLE B FH R E BB (K ) A K 38 H G, R Z A KB 11 (insulin
like growth factor—1, IGF-1). ¥R BRI HURERR T . JLEE BRI LR PR R i
TR TG GH i = 5% GH A FH B 0 1) ] BT 4 5 R 12 T FiE s o 2B R B Z E (growth hormone
deficiency, GHD) &K A H RSN, HTAKEBRDWALMIZE, FEIRKE
BUNAEKZG . NG, BRI 2 AR AR R R S R T BRI,
AR W L L TR b X B 40 1 A P 5 I B A R EAT VR T R B RS A T
VRFAS, [ At A XoF A 0 e 40 B AR AT S, DA T S o 20 40 A - 4 i 1
S 534k, 25 GH (rh—GH) 7] Fl T 2 MBm VAT o

N ik GHRH #2145 GH A4, LK GH A& BT 703 o KB HH ) GHRH 5 PRI
126 AMEEIEXT, A — Tt 7L E I, ] Neor fX#F 1 GHRH ZEFI &1 2 1) —
FIrFIAN - 3 HRES Sy, $RAF 7 GHRH ERIRAZ () GHD K BRUBAL . FEWF i, 28 & 1 (+/-)
A EMRE] 25, 8WMIEH JEAR (+/+), LK 52. 8%A& T (+/-) JafRy 21, 4% R )5
(=/=), W] GHRH H K A8 e AE KBRS EARRBLE Btk A2 3 i), SRR (/) JF
THRBLH T BOVM R M KBRS 12 FJE, 98 R EICh IR A 60% ™.

IEAERA W INA, GH T EEAE T BE 4, (H5E 2 10258 i 1GF-1 1A piidk
AT IRIAR e — N W RS, KR A AR g A K I
DACTE BT T, BB ECE B N, SRR TR NG, XA R K.
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PBEAIE FR 51 . Waters 5™ R BLIX— i IR LA K 3 B tr Ak ik 1 i JLALSUR 8 40
WARK) GH AN 5 2R AR KR 51, e TGR-1 R A KAE IS S T GH 22 4h. GH Al IGF-1
TEHAE R AT BRI P A K R P — AN B ™.

IGF-1 ()& B2 2 PN IR, Abayomi 5™ YA A ¥ TGF-1 & R AR T i i
GH (¥) 7K GH o B i Fr) 600 S 1o 1) B R FF IO 5 F8 TGP -1 SRR VE I, Ik SR R
SR GH A S B b TGF-1 MRIA RIS R 52 )™ ™ o Walenkamp %5 ™ (RIRF 70 oK,
IGF-1 B[R ALY 55 4 F3 15 A R AR 1 LE 5 AAFLG , B S50R0 FEAE 1B 25 T PRI T 4~5
ApREZ . HIET WL, TGF-1 ST EAQMHE EE W EM . Tsiridis & R 70 8oR =AML
TEBEETERG, RIS RS E o 72

ERBEREAER TR E EEER, Gl WAL &5 e & N RS A &
FHRZ —, Jorgensen & " HERTFt A R KR WAL B R IE W MK, FEEFE
WO TR, AERKBER W KCTZW N, B BB B GH 23 WAAS 21 I B R JE 1
R 2 WY SR v, (DR T R XURSE A8 A

HT, GH BN AR IRST B R G T3 B 24 BRI E AN IR T B b
IR FE H BT CHE KR D, (HRAAR 2 WA R, aayT IR A 55K
SRR N R RS o RN TR R B AARE (K GH B ARIRYT, TEIRIRIATT B B E
ot B B4R 5
4.2 MEBCR

WERR (estrogen, E) fELMEARAAMER (ED. #E—EE (E2). WE=E (E3) 3 fifr.
Horr, e TR A A VSR SR, H RO K E MR R S8 2 2 7 DAME T RO R AR N LA
(IR .

MR 18 AMBRALA (S KR SRR, B iz i A E

I VA0 3R O AR 3R ) S R I T A SN A ME 3 244 (estrogen receptor, ER)
E T Y42 SR R 0 e SRR e P, B V2 ) EE 2 P A A

HHSUR MRS (E I E LA, MR 2k o R B FE B A RE T 2RI AR
WY, R N SR A o fF R R AR R

MERR SR 2 A A S, 8 2 PR B A A A, S 5B AR
IR i & R E LR AR §5-d WA 15515 2 21 okt W Y D e o N 13 2
B AEAEI R, (R R A B AR AR T (bone morphogenetic protein, BMP)
F R BB WK A A R O AT 2 BB R R R e Y, ELRRAE
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B R S MR R A A A S A T F 3 R A G S S e AN 5 T
2] oA PN N B U 1 2 R g G o 4 R N5 S Y Sk = 2 AR
UEAh,  MERCEE A A AR T R g B AENE 2 .

E A 2R o o I R R 5 A 0 T K WEBGR AR 2 R MR SO B T A i
FAEM, HEEARRE: OMERER R i A KA P R A, (et E AR, Ol
BERKIRIE D2 T 5 B i S I [R]; @B AMA I B RIS, @A F 4R
B, SRR RAMIERNEEN: OEMMRERT, BRnaRERBLEEnEK",
@A, MR () BB B A K AR A

WECER S MERGR SRR R LARI AT T s 1 o A -5 MEER S MESR S AR (KR R 7T
—E & HAEANI AR

MEMR ARG Z (AL Ja 2ort) SO BEEshZ (RS IBR . OP A4, IR
WA LR TR, FUAR TSR s RS, AMUAETEAS T 2R B R AL, TH.
HAHLA W2 A REFERN, RWRREL —REREER. TR R,
FI AN, ESCOg s, R E TR RO 2 o MERCR B Z R 8 28 R B R AMIE
RAEREBFERNS . MM RAERIEIMALE L EE, RRILLE 5~10 FERH
BERANEIRYT REFEAR S0%AE BUBRARE T A2 . KEWEFCIEN], BATMERCER V67 7T B
MR LSRR, DEREITE . HE . A EEE, B R g k.
4.3 2W

0] (testosterone, T) ZFIERAEZWMERRBER, FEMBBRERAMBPER, 1+
SRR PR AARE PR AW AR, HS B R VR B BTk R E Y
(281

SERR R KT A REAR AL,  HEENE TG SR KT 2B Wi e, fE 20~30 %
AP, ZJaBEE R AIIGIC, SR S il 2 180 T . PEfhith, 60~80
B EAE T 2004 S0 T . 80 % LA EH M2 3004k T HEBER G Z RS . EANKREA AT
AR AR Y], 24 L SR KT R R TR, KL K 10 27 A% 4 nmol /L,
(EReERTE JORNL S I

FESEALIVERR S ANE T, S AL s B v A T A A 5 a3l R]
A b 2 A S S, T A A O T30 A S A R e I g 2
B K 25— FRF IR o —BRE T, RIR BRI WP 45 S BR B I Bk SE AR 45 S R A 45 &
BEATIZR, BRI O AR R A G B A B AR AR T R
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SEWATEH HE I AE KA L B B e R R PR B E RIS EEAE A LRI
Rt aedtEEIULE Rt EE T ES R TIR, E B JE AR KRR R R i
BN B BT B, ik W R B A P 5 R S U 2 B R TR A ) AL
5 FCAd 1 B A R R L R e &, I AR

S H R R A D R TR S A AT, N2 mLAFRAK L, 43 M BRI E . AP i
T A SR 1 IE W B 5 N0, 21~3. 01 nmol /Ls 53 14 I i A SE MR A 1E # 3 %515 9. 45~37. 45
nmol/L. 2P MiEH B SMRIE SN (11+£2) pmol/L; 5k I i B S/ IE # S %4
N (276£80) pmol/Ls
4.4 BARNE-L

FAINF-1 K (interleukin-1 family, TL-1F)4& 11 AN, AIFRAE TL-1F1 &
IL-1F11, IL-1 XAk MRl R 7, o7 e e 78 SR B 4 L 34 i Bt 4
M, EREP N ERRA Rt A R R IL-1. kb, JUTATAE A 400, 1 B 4u.
NK 2. PROMRIRM T i, M. WIOIRAMM. BB, erdidnfa. Tk
M. A DA S P LA AT P A TL-1. N TL-1 SRR T4 2 B etatk. TL-1 Al 40 A
IL-1 a Al TL-1 B PAFMEMETE A, HAS AR R 0 ) 4 5 o

IL-1 3 5 TL-1 ARG A RIEAEYHER . IL-1 & — R E BRIk s 7, ZadH
MR B T FAEY B TL-1 BEATE S e PR 3R RANKL FRIAE R, SORT ELHAE
TR aii . TL-1 A EE N SR AH B 20 H R 12 S ) e A P B PR T, S8 K R
" 20 ) 7

HMERER K BRI, FE R TL-1 ARSI 5~ (tumor necrosis factor, TNF) -
o (R 3E CE G / S PR AN AR A AT SR ER B2, ETRIKAT B 40 AR B 41 iR 1k RANKL, @
i RANKL/RANK/OPG 28 Gt 38 AAs B 40 MO T AT 204k ™™, (i Sk 200 R i A 231 B S PO il
HAMAITIRE. IL-1 ATBRARE TR R IIRIL, WHI B TE . TL-1 Hrr B HEd RANKL 520
TR 4 386 20 P

IL-1 3] (gt 35 o <5 Jad 2 1 g S A 0 e = WD DRI, O AR e, (e A i
Stk MIHRIEE B2k, KEMIGARBEFCRI™, M RA G IL-1 (50, HE %
PE5 2 ME IR YT IR L J5 B BB RS B A A ML SR A M 206 1 TL-1 KPR T R IT 1Y
ML A E T R . IL-1B MEAMMEANFR-6 (interleukin=6, IL-6) “Fn{EH T &M
P55 0T 4 e B T 2 90 A AU B 0 At S 0 TR B PRI (K 30K, 51 R B T 1 P

AR FH GG S 8 T BRI IfL3 TL-1 A e
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IL-1 52 E W44 fIl K F (macrophage colony stimulating factor, M-CSF)
IL-6 R 4H - 5 0k 4t B 48 V& H R+ (granulocyte-macrophage colony stimulating
factor, GM-CSF) [R5 JIIfl A 7, 1 M=CSF+ TL-6. GM-CSF AJ il et B 20 ffd 5 s fr 4
B TL-1 B A A, R IGE B R BN R, it
HRAC SR SR T, EMEMER R BB IL-1 3, FEBE IL-1 72480 IL-1 Ra fH
Mg, Bk, TL-1 765 gL AR v A AR
4.5 B4IMNE©

N TL-6 FRAL T 7 Stk b, 1L-6 2 T8N 21~30 kDo A HZ R4 R,
ARG T 40M0A0 B 4000, Sk BV, 4R, RRANML. R 4RI, i RESE
JAH A S AR A 0, TL-6 /E R INFEAARIR 2, BAEE R, FanfR. Sk T 40
Fi EAGIE B AT AT 2 40

TL-6 2L N+ %, B PR O B 4R R 5 2(bs £-2) B 40 il 73 AL A 5~ (bCDE )
PR R 7 Chsf) %5, BEUSHIBITEAL B AUMUGAE, Zrilbdrh; B T 40 b5 & CTL
WAL R G SR, 25 R RN (R AR .

IL-6 7EJ5 &M B R 1R R AL AR B S P o 38 o 9 4 B 4 P R B 4 P K
BT RE S A AT M . OIL-6 AT BB T R 4iAE, 427 RANKL fIRIA.
IL-6 JE TR A A R 1, s B A BT AR A0 Costeoclast precursor cell, OPC)
MRISGTE S oA, (R BERE B B AR B, ISR A0 Th B 208, B A RS P o (R (2 ik
LT O RRAR, A R AU S, AT SR, (e Rk, B RS @
IL-6 REIAA R ANM A K, JRRE MR REIE ML DT AE . GIL-6 - iFIME B i 3 2 14
(glucocorticoid receptor, GR) ZHEfLRiHIFRIL, L6 3&W] LLH 73l 77 30 75 B 40 i
W TR 2k o (GRa ) PTEYE, & R B M R B RA R AL I 2 — . W B i %
W BRI TL-6 [k, [ SR SOOI E — s v BB P A0 e VR B 1 I
BB Sz /KT . @PTH _Eif SR 4 IL-6 3k, IfE PTH Fh s ClnJi & v HUIR 5% iR 1)
BeTtib ) L MM TL-6 A BT R . ©TL-6 FIfEH AT HMEM R bl, 10-6 SHEBE
B AR R S A B A S o

I P IR S 2 R PR 560 i U P A M L A

IL-6 58 B AARE R A AR . TL-6 Fh i vl P LA T B 4 Dl B s R AR e 1
I IL-6. INF-a ZKFFha, FIRe S A4 5B RRMEIR R A K. BIEMEE K (Paget” s

) BE ISRt 2 0 1L-6 F1 1L-6 524K, Mg 1L-6 K FEEF . 2BI7)E,
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IL-6 SZARHIE TR, TL-6 AT 56 3 DI A s P o AR S A8 5 17 32 2 Ji
L IL-6 AP B T 2 R M R BB

BT SR T RN, R SNE IS o 116 (RIKKE TR, SRR
BB P PR T AR
4.6 HLAEKETF B

BAbA KK (transforming growth factor, TGF) & —ZSAEHIMA LR K LAk
MAKRET, RAEAEK S EZE Y E T OFEMRZIRERKE T B EKET
—a (TGF-a) FEAbAKRF-8 (TGF-B), XIRMIAEK. K& WME. ok, 1
LAY FA B AR B TR

TERAVE Rk, TGF- B B HAP I ERMMEAE 7, 258 5%EMER, X
HHLEE 5E EE A EEIETEER.

TGF-B AT LAAE /MR B IRARZEZA. T A0 B bk T4l i S 20 2R A0 ff B, Hopr

ML NSRRI 4143 TGP B & Bt b= &, B L b TGF- B % & 0.1 mg/kg T8 ™.

NKHAE K- B A 3 MIEAL: TGF-B 1. TGF-B 2. TGF-B 3, = HA MR

TGF- B 3@ 5 4l MR T e S RS2 AR 8 5 R AR A 2 AE
TGF- B ZAFAE T A0 . TEE s, BeE i AEC s i ar L& s T6F-B, &4
21 TGF- B (M B 2 AL 23 100 £, B2 TGF- B i KA SGURIFEAI /7 B, Er 44
HERZ IS TCF-B 1. TGF- B YR T4 AhEE st b, LA E il A 55 b ) 5 28 428 s 4
PRG540 TGR- BB 534N 3 1 F A 22 S R 575 e BRI T M OS24 T
AR A AR AT TGP BRI B AR I AN T, B AL E R R B
B E T D Ae
TGF- B SH B E VIS, AIER T Raanf, 35 ReE s, 40, 768 TR
AU AR 2 EE AR TE R . TCF- B X T B RN B B i e
BA 8B E TR A E R o TGF- B X B8 1 4t LA (2 A ) (X U F . TGF- B 58 44
FOAMEE AR O, RS, TGF- B tRESS (LRt BCH A Ao p, TEH L, I SH A
SHCE AR
A SR FH i I 928 T BB 5 I3 / 2H 2R/ PRI TGF— B (R BEE o
TGF- B @ 58 KA E A E B EAE M, WG % . TGF- B /TGF- B 24K 45
TIRE S H AT LB AR . L TGF- B KRBT R, (B A PSS,
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BEAR, TT5 & R RA AU R0 o TGF— B B4 TR I, T 6o 440 ) e A
P, REBEE TR, NI TGF- B BRIRYT BN, I R, R ANEE TGF- B ,
AT DA A 23 40 i 53- ik TGF— B B 3G, [R5 P EL R R T 4E 40 A 1) 7 i 248 A
AR K S Ak, I RA MBS, JHE RIS E BT E A

4.7 MYBRSEREF

INF A a (INF-a ) F1B (INF-B ) FFIEAY, TNF- a 32 Hyd 40 i % B R 0 i =4,
MR (cachectin), ff TNF EIE LR 70%~95%, H FIH Ui TNF Z248 TNF-a ; TNF-
B HHEAL T KA =, 5 INF-a f 30%/ A HIREME, IF5 INF- o LR 24k, H
HINF- a 51 B RIS T R R P B R, 5B R S R

NETNF-a AL T6p21. 4, K#13.6 kbp, ANTNF-a RifkH233NEIEMAL K (26
kDa), Hrh A8 76/ 2 BRI A BUPIE S Ik, FETNF- o« #46E§ (tumor necrosis factor
a converting enzyme, TACE) WIVEHITF, VIBR{E Sk, TERUBAMI 157 FE MR T HE ) TNF -
a (17 kDa) ",

TNF— o g B 22 )l 40 A 7 4 81 7, P 40 A i B ok AT M A 5 1 R 3 i 25 R
FErh e EEAE . BRYL, TNF- o BRI, —Jr g, 5—7
A E, RASEE RS

TNF- o S+ 28 35 O B 0 B 0% TR 7o TNF— o ] 40 L T 4 P PO A 225
4 K B AR AR 434k S AL S A R R A SR — 5T, TN a SR S
KL o 20 B AT R A 2 WS S R AR A BT e T ) R 4EIR T, AIM-CSFL IL-6.
IL-11. RANKLAE, [AJ#{0HER B AN 358 " 0 TNF— o 3005 e FA 41 P 28 BILAE 3ot B )
By e N 0 2 s AN = 1 R T Bk SR 3 W 1 i

1RG5 75 ¥ = 2 FE T K G 2 R PR DU 5 SRS S 2 A o A SCRARE , TE S A A I3
HIINF- o 9K AT, 65~T5. 35 pg/mL"™™,  4bLiA B S PRSI s e PR I, ER
L FTNF— o DU 22 S5 2 T v o 7B 00 BRI R 2R B A I i BB 1B JRE 51 AR I R e
AU, TNF- o JREESIA IR, WHITNE- o 23 AR E g R 7,

4.8 [RBEFERE T

B EREAEK AT (insulin-like growth factor, IGF) f&—RE5H FRMIT BN E
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HHRAIGE- T £ TR [ AU 4 R B BERE A0, S o0 1 0 AR 55 4 Wb i AR AR
-
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[, {ERMERFE T6F- T EZHATIEA . & TGF S21R % i HAb R 7 ffm, S
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TR s R Ei A S

BN, S AMINE T TGP 48R485 IGF 454 %A (insulin-like
growth factor binding proteins, IGFBPs) LN &WIEXAFTE, HE AW @A IGFBP-1
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RIVEYRI . Horp IGFBP-3 AR EBLEAEA, 5 I6F KAMAEYI.
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