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Abstract: With the increase of the understanding of osteoporosis by global researchers and clinicians, the research hotspot of
osteoporosis field increases gradually and the research direction becomes gradually clear. First of all, because primary osteoporosis is
mainly a kind of senile disease, it is closely linked to other chronic diseases in the elderly. The study of the anti-aging mechanism
includes the study of etiology and mechanism of osteoporosis. Secondly, with the development of modern imaging technology and the
breakthrough of minimally invasive devices and other diagnostic technology, the diagnosis of osteoporosis and assessment of bone
quality advance from a single plane image to measure mineral content in the past, to the multi-dimension identification of bone
strength, bone microstructure, and bone material properties. Researchers can evaluate the extent of bone damage and the effect of
drugs more accurately. Finally, the anti-osteoporosis drug therapy becomes more targeted. The research and development of new drugs

have advanced from cell activity level to signal transduction level in order to improve drug efficacy. The clinical medication has
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improved from the single drug use to sequential and combination use of the drug, so that patients obtain long bone protection period
and reduced adverse events due to the long-term use of a single drug. The authors review the major findings in the osteoporosis field in
2014, and focus on the following 3 aspects: 1) The correlation between osteoporosis and other chronic diseases; 2 ) The diagnosis of
osteoporosis and assessment of fracture risk; 3)New drug development and clinical research of therapeutic strategies.
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Parathyroid; Cathepsin K inhibitors ( Odanacatib) ; Atypical femur fracture ( AFF) ; Osteonecrosis of the jaw; Sequential therapy

2| ( Dulaglutide ) F1 DPP-4 $) il 571 W] X} -5 ft B v B A3 ft

I

7E 2014 4R35 B ELBFIEE 2 (ASBMR) 4F-22
K AR T R0 7 i
WSS HE R, 75 SC 32 T JUh HORE ARy, I 4
2014 47 i % FN B FOHUAA S T BEACHR, 5Y 3 K
HAEETF

1 BREREME M ER

1.1 BERNG 5 s AE

B BB AR B AT RORE O 02 21 2 Em B
YRS, 28K 172 WA e 173 1248 55 PN
SR AN B T, T3 2030 45, B PR AR
FstFLE A O 4. 4%

HHTCuE S A 2 OB IR 9% ( Type 2 Diabetes
Mellitus, T2D) I A& hiE AT KA 95 28 A0 I RS |
o 78 R 2895 7% I i e B A XU 15 (A8
BTG TN 40% ~70% ) . 5350, T2D B35 B
TR AR e T B 4 0 %% R (BMD) 15,
ORI B R BMD 2 i R R (HE SR
e Bl BB R, A W oE 0 i 2R R
(OsteoProbe®) BT 60 B4 22 )5 1 2 (30
T2D, > 10 4F vs 30 HilHE T2D) #1285 61 k) 5 &
(Bone Material Strength, BMS) ,T2D 3% BMS %%
AEIS I A BB IAIK 11, 7% (P <0.001) |, FriE4A&
FIGFEM 10.5% (P <0.001) . SR, ALHE X 54k
(DXA) I & 1) BMD 155 43 B % Ji [l & & CT
(HRpQCT ) It A4 B Tl 25 A 46 b G i 28 22 5 (lEA T
KERIEIG) . AN, T2D B B 5 s b 5 1%
fik(P<0.001), FFZifg B, BE 10 N F
WAL 212 4 (HbAle) 5 BMS 27K (r = -
0.41,P=0.026), HHEI7E T2D 5B & TR
ERAE P A T A BT B A i 24 4 3 JE A
S, (R RPR R L 1T R BFRAR D, A
[FAYT T2D B0 8- B KU ()52 Ml & AN [ 17
H A £ o TZD 28259 5 R HE R B 1 10 AU
B AR O, T A R 2L GLPA A2 A 3 B 7

e

Samelson 7F ASBMR [ i 4 T — i i F HR-
pQCT MI7E T2D 3 K B A ST WA T 627
8 (367 fil 4,260 5 5 1), Horr 71 4] T2D
S (40 PIFE 31 BLctk) AR B T2D /B S
4k T2D BE AL, IR 5 1 SRR B 2% 5 (vBMD) 1
H/NGE vBMD B, B/ N RO 2 (HiX —
ARIBEN B EZES 2D BH IR vBMD B E LT
4 T2D #3% (796. 7 mg/em’ vs 814 mg/em’) |, i J7
FRALBREE A (11, 17% vs 10.03% ) o HEALIZL 2R
FI(HbALC) S5 J 4 1 B /N AR bR F , (H 2
JEARPREE , X —WF5E 57N T2D Al Ale B35l
B0 g ST R RN BE BB RR G R AR AN
RESE AR T2D SR 1/ INIRB A & 2E 2R X —
PRGBS TAE A 1 B s I P A DG AL i F 5
BT R

A — TS A3 AT LA T T2D SR 5 R
HONHETE B et E Y225 (A 2012 4F 8 T
KRR , T 22 FFFRAF & A brife,
SRR I B FAAEAR TP B ES R (0C) Fl T Y
IR ACHR CAR 3 K ( CTX) 764 bR B Hp B 254K
THEREXT B (H AR bR TC B 25 5% . R, i
it 12 et A B AR PR AR ORI A 22 57
WEIE N, X0 PR 8 AT B R AR AR
( Bone Turnover Marker, BTM) & 25AF hi2 Wik ifi n]
BETCIR R S

L5 B TR , D2M SR B E BB AARE AN [F] TR
PR OB AAAE | 38 H PR B ™ B o R
RIYE BMD 6 AR ARG s 58 1 B A0RHR P T R
A ETRE R RE, I, T D2M S iE s AT 2
HULUT LA (1) iR A TZD 2525905 (2) Fa il 1
Bl 5 (3) BEGRAR MU 5 (4) BT I A4, JUHOZ M PR
B 5 (5) TTEAL FI TR B R85 (6) #h 78 Ca FI4E/E R
D; (7) VLB TREAS 25RO
1.2 HXRTRYEGRAAE

B 15 % (osteoarthritis , OA ) SHCE T B B



R AR 2015 4E4 Y521 #2554 ] Chin J Osteoporos, April 2015, Vol 21, No. 4 381

A, DR e i) A i T X B 2 38 OA K29 .
S OA W EARBLH AN TE A5, (02 H Fi i 0 s
TN — SRR A0 I AN IR R A 3 A il
e Ik H T a4y, IF BiX S8 4 e 7e
OA I i TREAE T s A AL, Joet i — BT 5%
WAESE T 3X —I0 8, W58 & AR 1B 1 8 s
Hh — SR E A R PT DA AR A B AT, X AT
75 OA BFE T h &R ERE" . —H OA BN, K
il Zhf S es i 2O LR BB, SR,
F OA K AT K& 0 UL, R L R OA &0 5
HELE R 0A 1Y BMD /5 7] & TR & OA 1
[ AHE . (HR, OA S B MG 1Y 16 3l 2[R
2 FENLR ZE G AL ARG, TR0 XU
R, OA FIVE R AN E (OP) 2Z 8] i) ¢ 22 2 2% HAH
RS I AR B A FE TP £ 0 55 R XU e 75
T EER

— ISR LU T BB T R T O R AR
ME MG R &, 2R R, BRI AR A
BMD JEPA B 255 (HE YT A B R A S BE B
TCRTHWIE X RBE, R EITTE T HE
TEF AT FE b S AR

— TR KR OBUE AIG RBIFTR AT Rl 6
R AR AT BHOR (THR) MR H 1T+
RATHEZ ) 6.1 JH (4.6 ~11.8 J&) B4 A ik
( Teriparatide, TPTD) 5l &R AT, I AEIRIT IS
3 TR BRI S, 7R E 52 THR U
JBE B S B AR A AT 00T, S5 SR8 TPTD Al sk
R £ R U AN P B A i, L P e s B
BB Bz ST i IR s

I, OA F1 OP KR 'B& M A %, AR 1
BCE SR BE T REBIAILEIAS ], (E W A B e, — 2
PUE RHAS 258 U0 TPTD AT BEXT T OA HE IR
AR

2 BREAE K BT RIS B it R

2.1 B/ (TBS)

ek A P DR At 42 A e ) 42 1)y =X
r, B alifdi F] BMD (1% Jay BRAETE T T 125 %) i 5 J3E 3
Frobgl , Bof R YW 538 2 X DXA A2 i 3214
PEAT TR ALAL R X 1 S 285 R Ak 1 3P A, X R
AWK R H /N B2 PE 4 ((trabecular bone score,
TBS) .

AU ASBMR A7 WF 58 WA AR 5 B A= 1) Dh 5
XPEHE TBS RYRZI, LEFR 4RI > 40 %/ 1y 2otk

ISCD TAUIE = I ff s 5 B2 HE B A i ELAE I (FBHE) o
TSR TR IEMEMEIAR BT BOHENR | DL TE RN
FEHERR 0 SBOHE (3R ELME/R ) B9 BMD A1 TBS, Jfid 5%
FLROL B BT AT HEACE TR ROC T
AL (AUROC) (HHT & A B, BB HrHa b , #
DR TR0 GE 1B, 17 278 T 4% 36 15 S i
M—30) , ERRIEP A 47736 Fl L PEr 33%
FEAE 5 B HE B (0 ME AR, 3% 26 B AE 3 BE 4 A by 14
(98%) 13 (63%) 12(14%) L1(10% ). #HEA
[ REHEXT DXA Fab5nA 3K, BMD -3 T {4 iE
FHER R - 16, HEBRAY B AME R - 0.4, TBS 3 T
B IEFHEA Y - 1.4 HEBRAEAMES 0.5, ThifEH
AUROC il MOF ( 32580 B VB 41 ) BMD
T AER 0. 673 (HERR FBAEI B9 15 HEMR) 0. 642 (2
HERR BHERY 4 BT AEIR)  TBS T (B4 0. 644 (IEH HE
) 0. 613 (2 FFHEMAR) . ZEFH A (1) [/ DXA
HEATHEMR BMD o TBS A6 s, 221 R HEBR & 7= A4
PRSI0 ELRHME ; (2) 58 ELBAERYE-35 BMD T (R
—0. 4(HRH LIRWESY) , 29 L IE FMEMR S 1 A FRifE
Z5(SD) , B4 SR E MR oAy — 5 MEAAR SR At A
R T &2 1A SD B, B R EERE; (3) Sl
HEMRIY T {45 RA—BUR (CanAi2E 14> SD DL E, 3,
WELTAE >0), AT LAESE L1 slidz/N T (EAE A #
A AN E B P KBS F8 45 ; (4) LR &
7~ EEHE TBS T30 B $r KU 19 B8 1 A AR T BMD
(AUROC 0. 673 vs 0. 644) "

FHAWIEETE ASBMR A T BMD F1 TBS
XT25HIIG T Ja B P R (%) B0 AR, e B 35
BMD (748 1k 5 FH 25 J5 19 B 3 AU AH ¢, T L A
BMD I TBS 975 1 1] 5 125 J5 B4 MU T 5
{HARFSEE IR, TBS Y54 aBMD 44 FE 8040 ] i
WA, [F B PFAd E & (bone mass ) F1‘H Ji & ( bone
quality) ,Eﬁﬁﬁ?ﬂﬁ{ﬂﬂé’i%ﬁﬂl“” o

Oksana %:m B m L TBS PFA% 45 57 A R
INGERR S B R, HEXT 30 MR Rz 24 A~ H
TPTD G I7HI G 9 DXA 2485347, & 8L TPTD jRY7
Je HEAfE BMD AN TBS S48 Jin1, L3 4~ 46 b A Bl A8
AHEG (RIS & BB AT 2 15 ol XUBE AR £R %t TPTD
B /NS TTRE A

T3 — TSRS LG T RESLIARR (TPTD, N =65) il
WRYEBERR (IBN, N =122)i@y7 48 2 J5 10 20 B BB
FITTRL, 25 PR 285t 24 A~ H B9I6I7 LU, TPTD 4
5 IBN ZH7EMEHE BMD F1 TBS [ AOBG NI A & 2%
5(BMD +7.6% +6.3 vs. +2.9% +3.3;TBS +



382 o [ AR A Ak

Iz}

2015 4F 4 A5 21 %55 4 ] Chin J Osteoporos, April 2015, Vol 21, No.4

4.3% +6.6 vs. +0.3% +4.1; % P H <
0.0001) . JEHE BMD F1 TBS 78 HLLL 42 BEAH S |
TEVRYT 24 A A JE A8 s WPARFROC , AFsE i s T A
XFF IBN 36080 f 45 o i BE IR P AL I
TPTD TTGeEE T A | i T s 4, )48 s i 2%
FERE R O EIRBFSE AT LA, JL4F BMD
F1TBS ¥y DXA 5214853 B ds >k , (H 95 35 75 W I 24
YT EAS B —BUR &5 R, H R R AE AR Y
Y E AL, B BB AL 35 BMD ik

A BE i T B AR (bone volume) Jili /L, FEE A1
BHHRFH ILAE A (bone matrix mineralization ) Vi A%,
Ja B P B 4R R A B S B W OR R i AR
b, BB AR B e iR 5 300 1k 52
WA AL R T B Al e 1E L fE B L
YA E R A, PR T R T
BRI B R (T ) o BRI, 5 Bk 1 i
B BMD, T V- BI5 40 0 A (IR ) e dh /1
o (WAL M) SRR T Y, X R
YT RN USSR, B BUBANAE A B L bR
PLULER 1,3 2 9126 T3 25 vt 3L i fh A
g™ kAN, 5 BMD ASJF], TBS A PEAR /N
T2 K4, 15 TPTD A2 8 1 T i ) 2 38 od ok 3 /I
PIRGE P = R, X T W0 TPTD #Y997
%, TBS Fl BMD AO45 SR IF-A—2,

1 BIREAMERE R A
Table 1 Appearance of bone matrix mineralization

in osteoporosis

. AR WA S Bt
CREEERIIAT) (8535 AT FE1E)
Y 28 )5 IR A AE Lovs bREARE T vs ARiEARE

R P OB A A (55 ) L ovs BRUEARE T vs ARIEATE

F2  FO YRR E R N
Table 2 The effect of some medication on bone

matrix mineralization

iR R B/ DO N i AN E (3
BT 18 JR R 1 3 4F Tovs GRIA L ovs TR
BT R 4 10 4F n.s. vs ffiffl 5 4F n.s. vs {5 4
IR R 3 AR Tovs WRIFIVRIFELR | vs TRIFIAISELR
HIHEF 24 T vs B2 n.s. vs B4R
HRER 3 4F T ovs BRI L ovs 2R
RSk 18 ~36 A | ovs Fgk T vs Hhgk
SERUBERRER + s, vs B b s S

EE AN S
Hons. BER, vs 5 MHILEK

PR, DA I A A2 5 O =i ol 25 ]

LIH DXA BMD Wiy a5, i LB TE i 2t s
¥4 35 0 245 W 97 AW T R 45 A TBS Al DXA
BMD , JuHAE 25 fit 1540 10 98— s Ve A 7R B
JRRHSE, S At Wy I 2509 7 3K

2.2 EorPERREES CT(HRpQCT)

B BT — 2 e kAR
BN PEE AT, A B 5 A B AR X — W 4 A B D
S T KU A, AR 117 f4] DXA
W B IR 1 48 28 05 A 2, o A g 58 il £
BT 59 GIAEET . HRpQCT 45 R A - & 4
BERE MR 5 1Y B BTE AN G R B % B
(vBMD) HIAIG | H¢ Jo7 B3 /N R B S5 A b HL 2R 25
R BN B BN R W
N BR T AR FTE FE B R R A, B /N RIE AR L
A5 (CFHARCIRAS AR ) 2 FE A 2k R AR T Y
EEEE,

FAEWESEH A B i HRpQCT 1 A WELAE IR
Xif B2 JEE IR, Zebaze %5 N\ 38 1 — /> K5 B 1 AF
8,06 122 Bl Nk (AR IR TE 27 ~98 %) BB
yiF AT HRpQCT $94#, & BLAE 50 ~ 80 % | e
e R 1) B 68% S R TR, 32% SRR T,
MAERR 3 A FH 50 ~64 B HRERFE—E2Zh
B LKW 16%,65 4 LU £ R &N
84% ; HRpQCT 7E & i i Z AL 5E IR A R
FRVERH, R ER R RS2 E 2L
AAEE B N R I, 26 3R 1w A R AL S 5%
B B A3 B R NIRRT B S AL B I 4
P AEL R S 3% BR R 40 4 F IR L, 405 P i R S AN T A
JE ., WOFIE R 43 ) FU A T ik — 43 B Ak BA )
TR T FIRA 5 BMD U728 Y 520, 45 5 2 30
TGt 50 ~ 64 % NBEIL S 80 B DL EARE, B T 7%
BN G (A5 /N B BRGNS T 4 %5
(14% vs 52% ) 5 TAEGE T 22 FL A A B SRR A
FERA AR 1 R LA DX Bz i 22 L 1S
{6 3 45 (15% vs 43% ) . Bk 3",

F3 L TER XA AL B R S5 R s e

Table 3  Cortical remnants result in underestimating

of BMD at different sites.
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D BMD 24 25 R sk 4 R mRIE ABL v
IRy = o R

R4 ARG I B R F IR
24 JHJ5 BMD AL 1§
Table 4 Change of BMD of treatment in postmenopausal
women with osteoporosis in different

groups after 24 weeks

24 J&J5 BMD k75 (% )

Eigl

JEHE BMD BB BMD B #i BMD
X FR2H 1.6 0.8 0.4
ABL 20 pg/d 2.9 2.7 1.4
ABL 40 pg/d 5.2° 2.2 2.0%
ABL 80 ng/d 6.7" 3.1° 2.6%
TPTD 20wg/d 5.5% 1.1 0.5

BRI G 255 (P <0.05) ;*58 TPTD 414 S it 2
2R (P<0.05),

3.1.2 B f# fk % $t /& ( Blosozumab, Romosoz—
umab) : ‘B AL Z (Sclerostin ) A2 B E 21 i 43 14 1) 4
E A2 e N WNT (55 R 80, (80 16 v
TR BT R R R A DU i

B R, AR APV, Blosozumab S 32
FEFLR A R A BT AL 2R R S R AAR, H: 1 1)

R FZEH W EA TR 1] Blosozumab {67 —4F 1Y

SR B 25 5 — -0 BMD (1945 4k, FF 58 & F
419 |4 28 )5 5 UG HA ( postmenopausal osteoporosis,

PMO) 134434 4 41, 43 5#%5Z Blosozumab 180mg
4 JE—¥K 180 mg 452 JE 1 ¥ 270 mg &2 J& 1 Kk
GRIFNAYY . G5RAHER 52 RS W8] T A &R 07 1

BMD 3552 i i ik 36 1) BMD B, fHO
XFT 2 AR AL S AR B R TR, 5

ST FEHEAR LE, B BT BMD (9 B IR AN
F . BEUTA S AR T T BN R FA AR,
R Z B BT Y (infections ) Fl 47 B
(infestations ) FFE((n =39) el

H—ATHEA I BIIERBEE R B R R ik -

B e E T 825 Romosozumab 2 11 58 [F 2 #E 24
FIREA . 2014 AFFH0RE 22 2%k bk T H: IR
WA TR 419 44 PMO 132 3 5 AN [ 57
ZH(70 mg/ H 140 mg/ H 210 mg/ H 140 mg/3 H |
210 mg/ J1) RIS BT RN PR 25 9 % FEZH (ALN
70 mg/J&, TPTD 20 pg/ H ) MERT 1 4FJ5-B 5% ik
AMENL ., WFSE HE7 : Romosozumab 210 mg/ H 5| & 2H
A EHE BMD RCREAE( +11.3% ) , AT ALN 41
( +4.1% ) FITPTD 4H( +7. 1% ) ;—FWNB I ibrd
Py 1 RJFR R N~ s i BK (PINP) 72 0 ~ 1 A R8Tt
181, LI FRREEREAR ; WA ) B — CTX FRREEREAIR.

Romosozumab B4 TIT Bl FRUFZE Wit T 2016 4E45 3]
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BT S

7 FIRBFFEH, Rmab12 > A 124 0] L) 32 25 1
HE BMD11. 3% , {HIX SEHE I 1 2SI B BT 3 o
/NI AR AT, ASBMR e iE T MIE T CT H AU
%< Rmab 1 TPTD T K 0B AN VT, 45 2R
WL3% 5 iR, #2785 Romosozumab 677 411 Bz B HY )5
JE(P <0.001) JZJfE BMD(P =0.04) FliZ i &2
(P <0.001) AHGE T TPTD iy 74, 1ERIRE
2 % Romosozumab A1 TPTD Y7 &% 1 54— 5%
o VR HR-QCT WIS B8 Y& & AUt ES
B a5 B2 12 4 H BYIAR YT, Romosozumab 21 #%
TPTD 21 4 25 2051 0 ) &% 2 R B i 2 38
T B PN PR B AN 1 i 5 B AR SR AR A Y 3 7
FFEUESE T Romosozumab F9F& (8 H A= iU (B 88
HAEM) , X TPTD 1Y Bz BTN ( R 438 B T 1
JEE S IR AN, AR5 R A Romosozumab
TRYT B T AT B MEAA K 5T i 28 2R TR IR
fi

%5 Romosozumab (Rmab) FIEESTIARKIAYT
12 4~ HJR HR-QCT Z55%

Table 5  Change of HR-QCT after 12 — month treatment
of Rmab and TPTD
) HR-QCT AL LB MU & (% )
[HES -
BB BB BMD  /NEEBMD K E R
TPTD +5.60 -0.50 +17. 40 +4.60
Rmab +11.20™ +1.60" +22.20 +12.70

. P<0.05," P<0.001,

3.1.3 EFEMAHZUEAE K 9§58 (Odanacatib)
Odanacatib J2:3& [ BRYD 7R 23 W AF A& (1 BE$E PR 4121

FA 38t K P 500, AR AL A = B 0 ol i R i, T
X E TR L I I E PR L, 2 v Ak T & B Bt
PARYT B BB AA B B 25, JL T AT LOFT
R (AHAHE: >65 &4t BMD T{H< -2.5 5%
T< -1.5 A —KMEREIT) R 52 %R
FNAIF R Z A L, 4252 Odanacatib 377 1Y B 11
AR TN PRAE R B 37 & A 23845 30l AR 549%
72% BN E T KRR 47% , AEHER BT Y
KRR 23% ;3097 5 4 I NEAE A1 48 BMD S
PRI 11. 5% 1 9. 5% ; HZ G5 —4F CTX &%
I8, ICJE AT HERG TN, PLNP 55 — 842 FERRAIR , L J5 1F
frdEsgm, AT BN, AR A NS F R
FAZGZH RN BRLL ) B AR B0 Y, (E5E =N
JE  TRIT A AR ML B 5 T (atypical femur fracture,
AFF) BARIE B T IRALA, A6, BT

Odanacatib X 5 Ji 12 FflE o8 B 19— 238 45, 25 -
#2878 Odanacatib HAT 4 N\ & 05 % 2. TH K
1&&*”%%@3\%[3010 55— & T Odanacatib 7£ 5
PR BB B T TR s TRV 56 24 4>
F I 22 W EAE A B SRS 1 BMD 505k
LT E T 6.9% 1.9% 1.7% .2.8% . [Fi,
SERIA R 7/ k= e iR/ B E i B 5%
EYIREARIR RS 3 A Ik Bk, EA 24 4>
H IR KT
3.1.4 RANKL . 5 [ $i /& ( Denosumab ).
Denosumab & Hi 38 [ 22 3£ 20 W) 6 % 4= 7 1 — B
RANKL H B TEBEHTIA, RANKL A B Wi 74
R RS 5 W), Denosumab i i3 K 15 X —¥) i
M AE 2 B W Wi, BB I & A R, H i
Denosumab EL&5 i FDA fibfE7e s E bl , Fe B H
A A& 177, FREEDOM 5% 2 H1 48k 200 Z41Ifi
KA 2 519 Denosumab #.0> W 3%, ASBMR -
John %5 A3 T FREEDOM K 7 JE AIF 5% % dis , 3T
&7 2207 1% 5 FREEDOM #f 53 v i %2 22 Bt 5034
J7 (3 ) Bl 5 e W 9E 132 % Denosumab
6 N 1 YIRYT 5 AR M RS E BMD Fl i
HEPTR AR, GERER RERN T TR
D F455, £ FREEDOM i 56 v A H A 25 403
I7 (R ) W48 28 )5 1 BB A F8 A B i K Jo
B EBE T K, MAEY I Denosumab 697 3
AR5 AT 3 — B B2k VRYT 5 AR Ja AT ARSI i
AT R AR

FF Denosumab 194 44 7] 85, Brown %5 A\ B4
3B T7E FREEDOM #5452 T 5 4 Denosumab
IRYT IR A IR R T B S R AR A A R4S
Denosumab 2 FAK 75 K B X8 BUE BEA A
BN ™ ZEAS UK ASBMR | Nelson 25 AU 56 7
T Denosumab Xf ONJ fJ 5201, FREEDOM {56 7 iF
AP R IIAY 8E ER D SRy SR A I ) 42 A
FUREFAR S W4 6 A~ H VAR Al e sk s 7
55 30 A FFRIER S T ARGE . 48Rk, 9
JEDFFEIAR (1 ~5 4F) , R EEALIE 1) ONJ KA H
FAFAE 4. 2/10000 g
3.2 BELRFEORTY

H T, JUE T 25 Y R S BOR R 2 | F A
FisF T B AT MR AT 245 40 AN B s oy 328 Y AR, e
BN PRI BT B2 B G BT S 27 =K
MR 2R, KRG F AT L& 6,
IR & — S i oG THig TR s 2 5 307 B
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Table 6 Sequential therapy and research section
& A bR BUUREEEE AN 45 =GN
Romosozumab Romosozumah2 %24 J5 404 (55 BMD + BTM BMD:Romo 877 2 4. i B MR McClung. Effects of 2 Years of
+ Denosumab EoE R OR| ~85 %), LS, 23k LS Il TH BMD,Romo ¥  Treatment With Romosozumab Fol-
Denosumab12 4~ TH 8{ FN T < 2 DMADb JAJ7 BMD 4k 2234 lowed by 1 Year of Denosumab or
H -2.0 H > - A R BEFIIG YT, BMD Pk Placebo in Postmenopausal Women
3.5 B EIRITHIKF, With Low Bone Mineral Density.
BTM; Romo R 8 % B 1 3 1 ASBMR2014 - 1152.
PINP,CTX BRI, 4 35 7E S £k K
¥ Z F, Romo I8 JT7 %% ¥ %]
DMADb JA¥7 & PINP Fil CTX [#
i, Romo ¥A ¥7 % 4 8] %2 B R iR
JT)R PINP i Yk 2 236 7 Al
KA, CTX E ) T o 3 I 2K
Z b SRE AR
TPTD + TPTD #1 Denos— #Z4J5iH%( > BMD+BTM  BMDJAIT 12 DA GHEEG4H LS, Tsai JN, Uihlein AV, Lee H, et
Denosumab umab BX & H 2 45 % ) LS. TH FN . THBMD X% 25 40 ] | 7} al. Teriparatide and denosumab,
12 7 H (DATA) af FN T < - o BTM:TPTD #1254 PINP &  alone or combined, in women with
2.5,8 T < - CTX 7+ & s A IEIT 4 X Deno postmenopausal  osteoporosis:  the
2.0 IERE—1 PAZh 4 PINP 35 F W& N Ht 3  DATA study randomised trial.
PA L 9T A6 ANHBBEABIT4 T Lancet. 2013,382.50 - 56.
HE,®T< - MR BE/NT Deno HLZ5 2, 3] 12
1 H &4 i AN H W5 ) JE W 2% 5 . CTX
PEE T TEERAIRITH I Deno Y1242 1
SRR (R A ) TG 25 5
1€ DATA WF% [ BMD + BTM  BMD:JAJT 24 D A G B A I69F  Leder BZ, Tsai JN, Uihlein AV, et
IO i) 4 LS . FN . THBMD ¥ 8254  al. Two years of Denosumab and
FIER 12 A T RS 2 AEITA 41U LS teriparatide administration in postm—
(DATA-EXT) 1 TH BMD 434K | [F] i 4% < i enopausal women with osteoporosis
BTN 22 5%, BTM . 8.5 24 (The DATA Extension Study ) : a
2 K Deno ¥ 2§ 4L /) PINP &  randomized controlled trial. J Clin
CTX e ) 458 s BE 4 1 Endocrinol MeTab. 2014, 99 ; 1694
-1700.
45 DATAEXT  [f] - BMD BMD /47 36 A J&, Jcl5 )5 Benjamin Leder. The Transition
o E, ¥ Deno P FH 20 A THBMD % H:Afth  from Denosumab to Teriparatide or
TPTD HA 2G40 L) PHZH I Tt 5 5% TPTD J5 Deno  from Teriparatide to Denosumab in
KA 254 201 LS FN,THBMD 7% 3 4F Postmenopausal Women with Osteo—
Y940 25 1 Deno WWIT JG ¥ L F; %8 Deno J§  porosis: The DATA-Switch Study.
HRRIT 12 4 TPTD 411y LS ,FN ,THBMD fE4#:  ASBME2014 - 1150.
J1, Den 410 4 25 T B, L LSBMD 7£ )5 &
2 TPTD 4k %5 VRIT R ER . LT
WIT 12 N A
(DATA-
SWITCH)
TPTD/PTH + PTH1 - 84 Ml #8251 %4 (55 BMD+BTM  BMD:i4¥7 12 N HJ5,LSBMD 7E  Black DM, Greenspan SL, Ensrud
Alendronate Alendronate & ~85 %), LS, A2 T e, BT SR KE, et al. The effects of parathy—
Hi12 1M™H TH 8 FN T < TEECA 2540 X PTH P25 2415 roid hormone and alendronate alone
-2.5,8 T < 2l 6] 2% 5% ; FN ,THBMD 7€ PTH %+ or in combination in postmenopausal
-2.0 JFHERE— A, M B A 254 X osteoporosis. N Engl J] Med. 2003,
UL E e ALN LG Th i, HICE I ZY 349.1207 - 1215.
oA SRS YT} i N 2 3 DRBMD £ =
2 #h 4 0T 2 HIREAR, Horp PTH BZG 4 iy
L % . BTM.7E PTH $.244] PINP

K CTX ¥y 328 T+, 76 ALN
ZH PINP % CTX Y% 5L £k A%,
A FH 2 4 PINP 7255 — 1 H
i 7o 22 S TR T AR AT B LRk
AR, CTX M 7E 56— A H B AL
Jr BEHTIR A2 2 K
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45

vBMD 397 18 4~ J& , LSYBMD
TEINZ 24 R4 245 20 149 45 Bk 4% T
L E4L 18 6 2% 5% ; THYBMD 7£
TN AL T, (A 25 41 TG
W8 T s BTM : 7€ JiT A 4L N 1
A H 3 A~ HBF PINP 83k 2k 11
T fE B MIBIT 18 A~ A J5 LS
R A

BMD 397 30 A J5,LS .\ TH &
FNBMD 7E i 45 25 L ¥ 7
H7 TPTD *. 245 4 e b W 3% ;
DRBMD £ = 4 3 f& %, H
TPTD .25 4 i 1B 3%, BTM.
76 ALN H.254H OC Al PINP 75 3

Cosman F, Keaveny TM, Kopper—
dahl D,
strength effects of adding vs swite—

et al. Hip and spine
hing to teriparatide in postmenopa—
usal women with osteoporosis treated
with prior alendronate or raloxifene.

J BoneMiner Res. 2013,28.1328 —

1336.

Finkelstein JS, Wyland JJ, Lee H,
et al. Effects of teriparatide,
alendronate, or both in women with
postmenopausal osteoporosis. J Clin

Endocrinol MeTab. 2010,95 1838
—1845.

VES A bR 48
W2 ALN o %4 )51H% (> vBMD + BTM
RAL YT > 18 50 %), HH K
AR BEI B,

A s # % M & ALN 3 RAL

TPTD 397 18 JAIF >18 T H

™A

TPTD %425 J5 104 (46 BMD + BTM
(40 pg/d) Fl ~85 %), 1S,

Alendronate & TH 8 FN T <

JH30 ~MH, K -2.0

it TPTD J& M

%6 A~ A Itk

i,

5 6 AR IBLT B, 2 )5 4
FRfaE NTX WFE 1 ~2 A~ H B
BBk 3 % 1K 405 £ TPTD B2
#H,0C , PINP & NTX 7K 34 7F
12 A A B BIA TG | 2 J5 B
R s fEc A 2045 6 A H I
TPTD J&, OC F1 PINP FF 4 th 3
FhiE, 0 NTX W28 48 7 5 1 F)
R,

s AR AR 9 25 0 a5

3.2.1 Romosozumab Fl Denosumab: ASBMR B T
— I 11 Wil PRAJFSE , WIS TR 2 22 )5 B JB AA B 2
R H T Romosozumab JGJ7 2 4F 5 /3 5t Denosumab
IBIT 1 AR S, FF VR4 BMD A1 BTM 481k, 2%
RN, 4535 Romosozumab 2 AEMIRYT , U B JEAE
FI4E BMD BT+, ;X #7207 ¥ 51 Denosumab
TR TR IS

3.2.2 TPTD H Denosumab : 7£ DATA #f}55 ,TPTD
I Denosumab % 536 97 T+ 5 5 B T 525394
7 JELER) DATA 3 REBTSELE DATA BFSEH) SR
IR AR5 2 ARR G 254 MR 2520 /Y BMD £

ETb, B B Th g B G4 W] 22 5+, 4278 TPTD Al
Denosumab 64 FI 24 (9 D8 S AU Hr 8 —4E7 L B
() DATA — FEA A58 ] Lb A 1 AN ) (4 FH 25 5 1 97
G, R It E 4, g5 R IR 7, HOR
Denosumab 1] A5 TPTD 152 J5 Hy BRAY B 5 2R 91
A LA R ST @ BMD, T TPTD K B8 A %5 Tl By
Denosumab 1524 J5 tH BLH B 555, U HOE AR,
WA R TSL R T XU 38 v 1 £ 8 7 45 ] Denosumab
JESr BT B F TPTD, 76 4% 41, TPTD BK &
Denosumab FHZ4 2 £ )5 15 FH TPTD 4%£%% Denosumab
TBIT 1 AR T S A BT R, e A KU £
X —Hg R ™,

|7  DATA fIF5E + DATA 3 JERFSE S A HAE T BMD 2524
Table 7 BMD results of DATA study

FEAE BMD 254k (% )

B # BMD 284k (% ) 4% BMD 254k (% )

2 e a2 i AR A 2T ALk B 2Tl AL
TPTD DMAB +5.7 +15.1 +3.5 +5.7 +3.1 +5.3
DMAB TPTD +1.6 +10.4 -1.6 +1.6 -2.7 +0.7
B4 M2 DMAB +3.7 +15.0 ns +7.8 ns +7.1

Tsai Z543E T 3835 HRpQCT £ ARAM T DATA
FYNWEFEH TPTD H.25 4] Denosumab F.245 21 DL
A 25 AL BB VR YT R 1 R B N S Y
Ak BRI AR YT R B2 IR YT R IR B R e
B0 vBMD JRE 4 B R R B 3 . TPTD B2

PHRTT S B LB R G N, ] Denosumab 21 FIE &
FHZGALE A B B AL

3.2.3 TPTD/PTH # Alendronate , Raloxifene ; TPTD
o PTH A0 W24 (ClnXUBERR £k SERMs ) (17
PR GIRITIT R AR 2 SCik s, Horb D) ]
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_)[ TPTD 20ugfgH

- 60mgﬁ6
™A

3 I TPTD +DMAB

—_—
DMAB 60mg#E64~ H

—P[ TPTD 20ugfgH ]7

WARITE, TE6HI12
A~ AEH il EBMD

]_—)[ DMAB 60mg#§64~ H ]‘

24E ey ]

i e

4 DATA RINFFFE ARSI iR 2L B 5 )5 BURYT TR
Fig.4 DATA study:Protocol of combination and sequential treatment with TPTD and Denosumab (DMAB).

CIEBR N ( Alendronate ) FET 1% E 2% ( Raloxifene ) F
w2, 2003 4R etk 22 4k & 3R T PTHI-
84 Fi1 Alendronate 5 FH L N W5 2 43 5l B8 7 5 L 3¢
FIRIFST , 45 5 % LHE/AR BMD (9728 b 7E PTH A A&
FHAZEML, 5248 BMD 764 JHZH% PTH 45 0]
BT RIE A 4B BMD H B R, ELFE PTH
BAZG L W] B Finkelstein 25 U BIF 5¢ T 7E
Alendronate FH245 6 1~ H J5 F- I H TPTD 40 pg/ H Al
FAZGA g, RS A5 SR & B TPTD P25 41 1Y 45
FBEE 2 BMD Fm 82 4 8 b 25 (1 AWFSEA
I A 40% AT 13697 B0 3 R IR
25) % 9 CONFORS BFSEHE T TPTD
Alendronate( ALN) LA ) Raloxifene ( RAL) k&5
FEBORIT K S R, A4LEE BT E Ik
YT RCAMER) PMO oM (N =125, 2 96% i35
I WIEGE A E ) , R E AR EEZ TPTD IR
S9N H G, BELSY N 3 4H. TPTD + ALN, TPTD +
RAL, DA K Ak S B0 TPTD, 4558 R, FrA 1R 4
TEARTUEEI (9,12 18 .24 30 1~ H ) aBMD ¥ I 3
TR (P <0.05) . fEBCA 29I, 7422 11 3 41k
FYEH TPTD, 4k £24di ] ALN 4 #5%8 BMD T
RAL 41, YEZ VRS FH0E WA YT AL R
H 0T TPTD $e4536y7 4 4%, TR fin s It 2, [
PEETEREIRIT TR, WA TPTD J697 8CH J5 i
PUB WA YT 259, N ALN 48 F RLX, 7£ TPTD
152 i s Bk e B i 2

— TSN S5 8 1 microCT WL EISE T PTH HI

ALN A HJGT7 RCE A4, BF9E 4 PTH BR254]  ALN
HZGZ ek PTH + ALN & 4, 455 & 3L PTH + ALN
BCAIRIT AL PTH BAZGLHAE 12 K H B s /el
2,5 ALN 419 W 2 38 A B o o B i R
(stiffness) , ITA 1AIT L34 &, Hd PTH + ALN BX
IR AT E

AN ARFSEEE T KW A ALN 8¢ RAL if
ST 255 A TPTD FIFTAL, & 8L BTM 1 F = FiAfE
1 BMD f T+ 24t B AESR | (AR 2 A0 B A
ALN 4 8% BMD Fhmiie B2 2/ T REA: i ] RAL
LR TS A — TR ) S 30 B A 2 f
HALN &7 By 835 v i TPTD ¢4 - TPTD w]
FRATH = (A BMD, $2 R BEAE #2323 ALN R Y7
(1) B T REHANIE B 524 5 S B8 TPTD , Thi i 24
YRLEAS T ALN S0 TPTD'
3.2.4 TPTD H1 Zoledronic Acid . —IRFEHL EF K}
R Z s R ITFE T TPTD F1 Zoledronic Acid
(ZOL) BRE 2519735, A4l 412 il PMO &%,
% TPTD\ZOL H2yiny 7 A A RYT , —F R E
F2 'TPTD \ZOL 2H i #HEM BMD 4351715 7. 5% |
7.0% 4.4% , 4% BMD 25 I+ 2.3% 1. 1% |
2.2% ., [FEHEHE &I, 7611 3 ™~ H ZOL 1E ik
AR TR PN, B 25 L0550 BMD THiE 4 Bp 2 2l 221l
SERRIY, A 6 ~ 12 A~ H B ZOL /E A 154555,
I ER A FHZ5 2R ZOL B 25 20 (4530 BMD 225 i
JESA S, U BB WIS T RSO, A
AR
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WA B S H B

TPTD 20ug
&H

P+ A D ]

TDTD 20
ug G H+RAL

Weiayr>24F AR
NMEEE

TPTD 20ug
H

60 mg & H
|

|
_)[

RAL 60 mgfEH ]

TDTD 20
ugfF H+RAL
70 mg 444

~

ALN 70 mg /8 ]

>

0-9H

9187 18~304

B 5 CONFORS BIF5E  REALMARK B¢ R LR 33 H S IR G 5 BRI T T &
Fig.5 CONFORS study : Protocol of combination and sequential treatment with TPTD,
Alendronate (ALN) , and Raloxifene (RAL)

3.2.5 TPTD iGY7 45 a5 WA 7 < i e 3k Sk %t sk
Il RBIF TR B XF H & B, B2y TPTD 3397 X% 42
EHEACE B RO iR, (H7 TC R NI R
FEHE U TPTD (Y7 SO B I O . — I AE 4 kP
B BN A 2 1 10 2 v B E Y & B, S8R TPTD Jf
7 2 ARG EAE BMD T (10. 8 £8.3) % 1522 2 4F
Ja B I EME BMD #0080 (-4.8 +4.3) %,
P =0.0007, TP EE AR >3%) WEE
T H AR K [ A AT A2 8 1) PR R R
AR YRR A I I BB AT 4ERE TPTD JRY7H R 1)
BMD 3811 ; 1 S A e & M B A B 4 28 I 2, A5 4R
WATE 40 % D | W Fs 22 hu B a7 0 B 15
HI TPTD J5 B B e ™

PRI, X F 48 28 ) ook iid, S fd e B8 i 24

Y e STE ST BUAYT S, T RE R —
MALRIRYT R, TR XUBE R L 78 TPTD 2
JE A, AT LR SES B w4k, (8 B i % i — 25
PEE . AFSEE R 92 8 g AA B AT T R
PERIFSE, A IRSETH TPTD 18 /N H J5 46 1 SR R £k
IRYT 3 AR BB R R Y6 YT 3 4F -4 ] TPTD1S
A H BB BMD T 5 & 2 {HAE R BMD
HTL R,

3.2.6 TPTD 54U ERS Mv 510 G
SRS . B AT E BRI T R BRTE T ART 52435
TR 5 B U9 T T AR AN S B v A 5
24 S A Pid BB s 25 Y697 5 B¢ = IEHE BMD 78
2.1% ~9.7% ,$E &4 BMD 7£ 1. 7% ~4. 5% , E
R 8"

R 8 PUHBTBANLGHTEYT P R A R TR
Table 8  Effects of anti-OP drugs on BMD
Hiok JEHE BMD, % 4% BMD, %
- 12 44 244 36 1)1 124 A 244 H 36 11

PTH 1 -34 R MAAK, 20 pg qd 6.9" 9.7" 1.8 3.2

Dmab #1I5%EZ | 60 mg q6m 4.9 7.1 8.0 2.7 4.5" 5.7°
ZOL MERJBERR , 5 mg qy 4.5 6.2 6.9 2.6 4.3 5.4
ALN BTS2, 10 mg qd or 70 mg qw 4.1 5.7 6.4 2.4 4.0 5.0
IBN PEBERL ,3 mg q3m 3.9 5.4 5.9 2.2 3.7 4.7
RIS F|ZEBERR, 5 mg qd or 35 mg qw 2.9 4.0 4.4 1.6 2.7 3.5
RAL Fi%#H 2% 60 mg qd 1.7 2.1 2.2 1.3 1.7 1.9

o AR HR Y, qd B H—K,q6m & 6 ™A —IK,3m & 3 NH —IK, qy BAE—IK, qw BJH—K,

Cosman' "’ TE 2014 4F )5 K HE 4R 18 ( Bone Key
Reports ) FIZEAR T HUE WAL 25 915 1 B I WL 25 90k
BRI AT — 2597 T RE o HLAE il R

HIREE AR, — L/ NEAS I i RAF 524 TPTD/
PTH 55 RPUE Ml 25 (UM s 28 XL
TR £h I A v 28 ) HK &, MEIRYT AT DXA
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aBMD | QCT vBMD A BRIT 7B 5 B, (Hs i
SEBAAEA] — WS S AT B 3 R LR R 53
Bro BMD 455 A A B i 24 4 4 FH s ] 9 A ] A
FARFEN YA R A —2, 5550, B EIRIT )T
RAEAR TR R ILIRA R, H 2, 2% 581 i
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