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Lo

FEGE IR () B A KB BORIT i R, &
I B R — R BB A G S (BR) | B
e R SR PRI ~ B I 7 IR0 TS SRS, LA K
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phonates , BPs) 2825 ) & — & Ml TPl B ¥ % A+
T Pk i 983 B AH 6 25 4 ( skeletalrelated events,
SREs) AU 244y, o, SRR — 42 I R L i
HF BPs 252454, H 20 fit22 80 AERRH LIk, B2
SR T KWW BE Fil R I 25 250

UTAERA TR B, GBI — 4N BR T iR e b
T B M SREs BA I BI7 3z b, i vl H T3
PRI AR SR BG T DL B e B 1y & AR 3, JF HLBe
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PRIEE 2% 23 ( CSCO) Bt Mg 25 W) & 2 E ML KE 5
SN T EHNZRK KPR 222 R g L K
FHEIATANE WS, B, AL T AR,
PRALZL T RIG R B IR 2 2% . AR IE
PN RS2 IR (CSCO IR PRIZITF5 /) 11
FEA I o
L1 T X ERERE BPs
L1 1 BRI AR Bas B e o W
BRI 22—, LA Z Mg ~ L MR IRA ~ PP BR e g A il
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I ~ BB e RO R 6 KR S5 R A B R LR
ALAE] 20% ~40% ' o ITAF K, BEFEIN A KA
HE R, LN i B s A0 55 L 5 e S

.
LA

i
K
p=i

I H A SREs)
B 42 1009-0460( 2020) 01-0064-11
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xR Jay AR ~ 1 Bl A2 B B AT MR
38, HZE A L B SR )RR Y AR T B, R
SR IRYT T 32 PR R A , 200 J A B A A7 1T

AR IR B e RS 22 v i 0 T RE AR A
AEHE MR R F &, IR G dn M A= 4. Ui
RGN L B 2 SR AT S 2 e A L, A
B A BE 4 AL DL K 3 o T 20 BAH B A R
HOFERL Y BRI IE R HD bl SR A0
B AN B AN LA KOk B B O BN S R G )
PPN 22 (8] 0 & 2 A0 ELAE FH 51 R 0. Ilgeg 43
18y AR 25 B ARG AR 1 ( PTHIP) BERS IS WL 20
JL, 7P A A% R kB A2 RS A IR F i A& ( RANKL) .
RANKL 5 & 4 Fi iR L 33814 RANK 4545, i#F—
A T B A L T S B R i BE S S R B
A B9 S RN A A PR - R T8, B3t ok ] DA AR i
ARG . ARZ AL FanE AR 1(ILA) |
HAZ 6( IL-6) .PTHrP. [ I & E2 ( PGE2) .E
Wiz 240 1 5 % R 93 TN 5 (( CSF-L) s IR 4E A F
(TNF-o) . HA R 1(ILAL) B AL A K 7B
(TGFB) « BRE) RAEA KA T (1GFs) R 2F 4k 4i i
HR AT ( FGFs) /MM K R F( PDGF) R
TGS 21175 g S B0 TR A e N3P 3R ( OPG) 4%
W2 5 T BRI BRI AR

LA, O R B R R 10 A 5 M 1Y)
RS UR 40 9 ( metastasis-initiating cells, MICs) .
#4114 ( chemoattraction to bone) DA M %5 54 i fft 1 5%
( pre-metastatic niche) SR 251 2B

SR AR G B 8% 0T ZIE R SREs. 7EFL
W B R R ARG AR, K 60% 1) B E /0 5%
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I3 1 ¥k SREs; i {8 fdea 5 ¥ Jm 3 4~ .6 4~ il
I5AA, &% /D 1K SREs 18 % i 53 51k
23%.31% 1 44% " o 9 B 5 UL SREs, 68%
(S B L £ P R RO O i
oL AT, T LU OF R B A AT R R
FAR ST RS 1L AE 55 SREs, ™ 5520 A 1Y AR
I A AT IR 4 AR o A R ek
#EIR SREs 1Y A& Az , a2 W 1k e g - e B iy 7 1Y) o 2
HARZ—
1.1.2 PRIy 5 R E F9%( cancer treatment—
induced bone loss,CTIBL) M T2 P I Isg 1697 M
BB BT A B D FR O CTIBL, 2 WL 4%
SR B BRI YT B R [ AR TR IR T
AT~ N2 IR T O LA K CHE 836 47 25 )
REA AR R HL G S BoE m R . BER R, R
S0 L s R0l DO A AR D 1 500 AR 9T 5 S e
FIARPE R 2R BT R ( GnRH) 3167 1 4R
JG R ERTTIL 4% ~8% /547 T o X T AEFLIR
SRS AR TT VIR IR T U H 2 N L ) BE 4 ) A0
I3 B A B0 R FIE T S AR e 58 I IR iR o 23
( ASCO) ‘- filt FlEHi5 R , 1 145 I B %% £ ( bone mineral
density, BMD) , I AR 45 46 A 25 2 % J& 2 75 {1 H] BPs
KAy . MATIHL EEEZ RSB ALEN
HIT (s 7 VIR SR Wz B A BMD.
T-score {5 2. 5 #F W iz T 1518 | BPs; T-score 7E—
2.5~-1.0 28] 7] L)L 2% j&{di A} BPs; fij T-score 15
F= 1.0 # WA H B BPs ™ o 5341, 1l 51 It
BATHUEB R IR A 35% I BB A7AE B TR IBLAL
HIT TG 2 AR5 B Dy 43%, 10 4 I 5% 3
81%"" o P B TT FHCE R G R
1, 0 T B B A T B A B S A
1.2 BPs Fe & B — 4R
1.2.1 BPsAEHIBLEEAI S BPs 25 AR
(P-O-P) HAHBISS YL W), & P> P-C B, Jd i
PAANTRIERE TE UL P-CP B A% O i Fa 2 Ak 2p 4
¥, 8 20 fiad 70 AR LR E &) 12 W Tl IR -
BPs BB B Hh 45 & e85 A0 10 B 2 5 I, 3 o 41 o]
T2 B 200 %) 9% P R/ S/ T 0 %) R 00
WM, AT TR T BB A R R R
LR T 18 1o A5 LA 55 o

BPs 7EVR N R 5 - % 2 101 Y 32 Bl KA v 1A B2
WL P-CP 5HIRY R 4% 07 5245 25 ) 1 2 7E
HUPIBTE T b R2 M EE B A Wi M RE T

PEFT A BB T B 4 w25 EG T T R i i
BPs i AT 2210 5 218 R B 5 L T b, 5 B %
ZEL IR I, S B Ak £ T h %
AR TE B P 0 B 2 T T L
S SEAE G B0, 5 5 G R A P T S L s
I s i/ 5 e 55 v 40 S A, 4 TGF B 9 e e, 7T
DAFTIE BT s 14 AT B, /5 3R, R I i 9
SRR P AR R I T R -

VEAEMBZEE 2201, BPs 1T 5400 T bk [ 40 0 T
BE 3L A A B A KR T ( VEGF) i S8 =
AT 308 PR Bz 200 T 2 4 A 1 A
P ST PR T, 2 PR R BT RS R AT O
T L A5 A6 A 552 56 3 490 01 i 988 A /DN« e 9 4% 5 %0
R A G B W AN B AN MR B AN I A 9
BT ARSI AT LS SRR A R g
WD SR AN M R Y

SRR — 4 T M A R 55 42 1A  vesicular
nucleotide transporter, VNUT) 945 T PE 6 577, # 28
TOATE A (19 G I TRk T 0l 28 T N B U R
ATP, BELWT b 28 5 fi T I 04 52 AR A S 1) Ak 27 356 TR A%
S, W35 B AR ARG 05 e ol 2005 725 T 2 e VE PSR 1) H
(), SRR — AR U 80T L IR TR TR T 25
B AR 3 B e R

HLHE BPs 9 R2 G627 o A ZUR T4 AR &
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WA BPs f_ e ] sl VAR B2 , TR AR A 3 6
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BIRIIIIT R, ] BPs $ W 9 £ ]
SRR — R AR I R L SEBRAE R, th Tz
T 0 700 R 3 44 2 i A ) e P L BT AR R
i, R 2 BRI AR G I
PRBFFEA 855 /S [R5 BPs 70 2 P JohR A 562
T A EEANAST . BRI I PR P %
WRARIAYT H 0 A BRI  FH 254 Ik LA K% 25 4
Bk S5 I7 T 22454 % 18, PP Bl I 25 W0 A0 T 15 o
12,2 GURSRR —ANidRs SRR AR —FP AT
B AU RRER . 43 T34 CH,C1,Na,0,P,. 4H,0 , 4
T B LA TSR B FEBER LR , HE AR I L35 2
TEHIZY 2 /NI, 30% 9l B W, T0% 1E 24 /NS A L J5
RIRERRHE L TESV NIRRT 3 AN . 15
ST I AR A BB A, AR AR K A ATP
ey, 51 LR TR 5 1 O, O TR T R
caspase-3, SEUME A0 K AT T
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HFE S R2 fii] 5% AAXERISREE R A
W IR — 4 CERR A —CH, 1 400 mg/ H , I}z
R s e - 1600 mg/ H , F Rk 1500 mg/3~4
HPER — 4 52 R cl 10 o
WK TR R — 4 55 2 4R —( CH,) ,—NH, 100 60~90 mg/3~4 &, { ki
B¢ IR 4 %2R —(CH,) ;—NH, 1000 70 mg/J&, D MRkEE 10 mg/ H, 1R
FITERERREN 534K —CH@ 5000 35 mg/JH, HAREL 5 mg/ H , H AR
-F B — %31 <i>_m_ 5000 10 mg/d A, Bk

—(CH,) ,—N—(CH,) ,—CH,
P BERERR AN 55 34K l 10000 4~6 mg/3~4 Ji, # kiR i

CH,

WK IR 53 4% (i?—wf' 10000~85000 4 mg/3~4 J& , & lkivE

" ELR A L SR RR I R R

SRR — 40T 1986 4F L, J& T47 2 18 BPs,
SR B )z B9 AE NBPs, 228 1 4 widit
YHEF T IR B 5L A2 10 BPso ARSI 9 s
B R 58 BE AR T NBPs, (HETEIG IR T
B AR 25 57, 76 98 1) 22 0 M b e i e BB e IR, Bl
HEAMBEIG CTBIL 344 B 2 EH ML He. [F
B, SRR — BN PR RIS, JCHZ BRI BPs Il R
FH B A 5 800 IR B0 55 A R, Bk R
RTINS ) AU IR A AR R R A R
R, AE NBPs 0] LU0 il @ 2 46 55 32 1k, b7 1k 5t
/> N-BPs i AGTE K FL R BRI A 2, B AR B 3R
FERY A AU 7 o SRR IR 4 BE A% R 0 1 M R
SIS AV R B T T e, 90 S A T 2 T % 34
FE g i B A M Ao 7E— 300 1L I PRI
54 FIXEA T 0 A PR AE AR SR R — A
(1600 mg/ H) +CL M AT AJHf( 800 mg/ H) +4i/E R E
(1000IU/ H) BKEIRIT P O NG, A &
BRAH .

SRR A 1Y) 315 N IE 45 W e I AE
BB R T B T A S R 2R
LB T B AN E o SRR AN HL AT e ko 4 R
1 Al 795 o 750 78 R 45 245 5 =X, e bk A 700 28 S 300
mg/ 37, 1R B %% & 200 mg/ ki 5§ 400 mg/4i , fig
i i Z R R M T . B2 it
REER LR, 5 HE O E ZE7 5OAH e B SR R

THNIT AR AR — B R BN BN, 22 A R
it 2 B 2o 2017 4F DLk, 76 [ 5 B AR 4
H B0 BPs h, A SRR — 4 11 IR 700 20 7] L) )
TR B . R SR i A
B IR L S R G e — 5 A A 5 B b — 41
BH B3 10 2 03« £ 9 w25 W (8D IR L D e 4 ek 2 R
RETR — 40 0 Wl R, i TR 4 BB &
R FR ) H T I L 8 I P ek e B A
(¥ K B4R o

2 SR SNEIG R A R

2.1 MEILRBEARERHS it (1) S5
PdEs B RS O IR SRR R — M 1600 mg/ H , 3L 2~
3AE(UESESEA: 1A MERESES: T

(2) X TAAAE LA NS OL Y R IR S 5

— RS B K 2510 R 3

— B WD REAS Al A B I AU A £

— R B XURS: ) R

I b St 1 — 4 T A gk 2 R 1 2L A s R R
JE BRI R A AR IE K R F A A Y . NSABP
B34 t5i2a 7 1 ~ MZLAE AR S B3 I AR
THN(1600 mg/ H) 3 4E,50 %L FERERNLE L
TEIHE]( RFS) | JCH E #2 Bsf [8) F G A1 5 #% st [a] )
WK T . 1B B AR I B s — A
iy 20 e g 4 LR e b, IR SR R — A 2



I PR e 27 4 2020 4F 1 A%E 25 855 1 #]  Chinese Clinical Oncology,Jan. 2020, Vol.25,No.1 * 67

AERE U8 98 I A0 45 B R P I A5 5 B8 B e 1 R A=
R ENEAA PR A IESE T AR T L
WEFEIAST P EVET Y o N-BPs Hh, ek JB 12 1
WESE7E LR AR R B 3 BA )T P B — E 1 25
AR R I IR K A TR R B T 5 A A i
P ARF B4 5 o IR X 26 ST BEALIG PR IK
ISR ZEFE MM LG A 18 766 1543 57 e S I 1% % 41
R — AR M R g e AU R AR
7, BPs A DL 28 B AT R0 3 1 1 YR B e A XU R BB
TR

X F 2R FIAS [ ) BPs( U2 — 4 1600 mg/ H
PRYERERREH 50 mg/ H 35 MR BERR 4 mg/6 A4t 3
4F) TR e A W AR AT LU AT 98, 25 R s, S
SETCIR AR R 87. 6% 87. 4% Fl1 88. 3% ,5 4
TR R 92. 4%.92. 9% Fi1 92. 6% , 2= F TS
e s B, 3T T~ TWISLRE ARG
LI H IR BERR — a0 2 4EIE 02 3 AR H A I
TR B R BV , 0 HHFE I e R ol 2 22 ) R o
AR g SN, T AR 45 245 Sk i R I ol it
TR RVER M. DL 2.

2.2 B Feis 57 B G B 4545 A= SREs  HfERE:
(1) FUBRE B R 1R SRR — 40 1600 mg/ H ,
B R T SRR —4h 1500 mg( 43R 3~5 H) B
3~4FA 1RSSR 1B ERESS: T4 -

(2) HiFIBRIE B O RGBT — 40 1600 ~
2000 mg/ H (iEHES: 2A HEFES S T4 -

(3) & = 85 M E: 5 Dk ik v SR B IR — 4
1500 mg( — R MERIKIEES S 3~5 H) L M55 TR
J& 58 H IR GBS R — 4% 1600 mg/ H .

(4) XTFAAAE LT IS 0L B3 L e i P b
PR —4:

— B E D REAS A I AU A A

— R B XU ) R

(5) XFFASREEA FEER DK 245 09 s L e #
1l SRR — 44 -

Z G0 0] B 43 AT s , BPs ] 52 ) i Jeg B 5 7%
R B R T SR B BE A B T, BRI R
VI B AT R B T 30 XU 17 08 47 T AR B0 Y
BELH . R A CRR B T T
5 R S LI RIS R 1 e R R

F 2 BPs A T3 SE ARG 40 805 J7 0 KA IE RAT R

et ] n P 115 1 BT FELE R
I ~ T8, 4254 64%, CLO 1600 mg/H, O Ik .
[30] 7 =R=} -
2008 302 ER+75% 1 Hh AU TS . 55 0S( P=0. 049)
2006 1069 I~ 103, e 258 50%, CLO 1600 mg/H, 0 R BREREHEE(P=0.043) ,$&& 0S( P=
ER+64% 24F 0.048) s HA A 3K 45 W E
=50 % FH W RFS. TCH ¥ # A A7 i [H] & TG
20121 sy L -I1.=50 % 64%,  CLO 1600 mg/H . M 514 B 2 7 i ) 4 K ( HR = 0.75, P=
ER+78% 34 0.045; HR=0. 62, P=0.027; HR=0. 63,P=
0.014)
2009 1803 LI A ERe e ™ PRI O s s60e st UG T
~ M, 28 26<5 NN .
O e 0L 4 i MBI @3~ 5> T DFS BUR TEE 25%  JE TR
. 5 > vIr vir vir /T\
ER+78. 9% 4w6 K, q3m8 YK ,q6m5 K & TR 26%
N SEENTTAG ZOL 3RY7 1 8 3 DFS XU T [
0137 106 1o e Ere o0n e BRI M a0 oo 0375) 1 05 e >60 5k
- #2>5 454 0S 4255 ( P=0. 0224)
I ~ T8, 46258 52%, DFS 1 0S #4 T 4& m ( P= 0.589, P=
[38] 7
2013 2015 ER+76% IBN 50 mg/ H, HR3 4 803)
~ 2
2008 953 I ~ T8, 44 )5 33%, PAM 150 mg 2/H, H I} DES F1 0S ¥ T4t 25

ER+15% 4 4

TE: CLO: SUBERR —8; PAM: TFKBERR —4h; ZOL: MR B IR: IBN: (FBEBERRH: OS: B/ A7 R DFS: Jofi AL A7} [A]
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— I 173 B FL B 5 78 B B SUE
GEREFNT BRI PR 5% o, 45 52 101 M S B /i — b
1600 mg/ H , A B 8 AR A 456 1o 495 IfILAE 76 P 1% SREs
% % (218.6/100 A /A vs. 304.8/100 A/4F, P<
0.001) ) Tubiana-Hulin %:44] Xt 137 1] g 1) L g
T A It B RS BB AT REAL BRI 5, I 8452
ST, W 2H 69 il Il FH SRR — 4, X R4 68 {5422
ZRRHNRIT . G A ERHTE Oy 1 4. 45
R SR B & SREs (AL EF ] 244 K%, B 3%
K F X HRALY 180 Ko ST 7 , i Ik 1 MoK
iR — 0 SRR — B 0 0 IR SO PR — A A i
FAEA BEES Y o RGBSt A
TR A WL R A TR — i R s Sk Jle R 29 T S AR
SREs 1) %45, 3 P 244 22 (8] 97 8500 TG i 35 2
Sl g e G R R T 24 B R M AR B
DS, AR T A6 T FLAR IR B % 7 Fil SREs
77 TR SE (5 45 B EE A

HU B B B e A F2 B LR R, L B O B
T ERE LU ML ) 2% , SREs XRS5
WSk i R 1T LA AIS B B8 1 T 51 IR 9 SREs (1 &
HE T TR SE A REAIE SEA K B IR — B e MR 2 41
PERTS B B R B SREs (XU Y o RAR M I
IRWFFE R , SRR — 40 A RE RIS T 2 s i e B
i3 SREs By A& (B, J5 2K ) MRC PROS 5% &
L, XTI W s 26 7 A R 5 R B
BB, 45T 1 IRGEERR — 4 2080 mg/ H 4t 3 4,
Hr BE T 59 AN JE, JCRE R M e kb R A (]
( BPFS) 4 I #E £ ( HR =0.79, P=0. 066) , 0S {145
FERFEFH( HR = 0. 80, P=0.082) , — AR AL AL HY
A HA(HR=0.71,P=0.008) "“"'; f i B 17 it [
KL 5 AR R E ARG — L W #E(HR=0.77, P=
0.032) o p LT L L SEOBERR — B B 91 R T
FE I SREs IGY7 TR B EEMAE .

X I A I AE Y AR A, T PR R A I
B P IR, 22 R FH U R R — A K ST 45 2
1500 mg — ¥R M ¢ Bk 3 97 28 T 43 W ik
‘@EE]”SH .

2.3 597 F 9% F 5 ( myeloma bone disease, MBD)

HEFE: (1) £Z2& 1B #6% ( multiple myeloma, MM)
B DRSS R — 40 1600 mg/ H (FHEZE): 1A,
WEREEY: 19 A M S ILE & Je i ki 1
JBER — 40 1500 mg( —RPEFIKIH IS4 3~5 K) ,
M55 R e 5 100 AR SRR R — 4

(2) XHFAEE LIS B B, AL e vk £
B R — -

— B WE D REAS A I AU A AR

— R AR RS BRI SR -

(3) XFAREEUR B K 24 (10 s Je e
1R SRR — 44 -

MM [ RAAF S 35 B P 0 A, FE AR B T e
BRI AN A5 i FRE B T A B 0 A K
BEILGE. 45 80% LA 1) MM & # 78 % 12 o 17 76
MBD , " 5 5 W] A= 3 5 i, B BE T KU > o B
e 290 0SSR 200 L 3 P 8 I R B 200 L P AR AL
IR SORE T8 1) A4 B DR 2 — 20 418 3 b e 2 M A
T RGEMEIEIA . BPs 38 15k 100 il 8 B3 &40 3% A 52 i) 41
R R, $T WO A 2R, 2 B T TR 97
T8 MBD ()0 — 254 . Mhaskar %5 JF & 7 —
I Z2 vl B HLAT BRI 5, 350 4] B 5 A A7 27k
C IR IR TT W L RE T, £ S B 2 — 4 ( 2400
mg/ H) FFEHRYT 2 AR5, B e kb o it e BH i i
TR, B MR R B ET
R o 24 TRREAILXT BRI PR B0 B9 25 25 0 B s
Toie 2 EUBEIR — ANk 2 N-BPs, 4 7] B g Ik MBD
RSB BT 5 37 5 0 T 30 0 8 5 e
SRR kR i LB IE S MBD 45 401 BPsY
BRI S A I 5 %, M oA Il R 1) 9 Ak T S B R
A LR TR A R | A A R BT LA R B T
P8 1 K A A, LG R R LA bk
AT AR A o 751, 45 4 100 24, S R T — e
MBD 3697 AR i A TS
2.4 Fakr CTIBL #E¥E: (1) 832N UNATTEL
I RS e B3 (5 A AL T 00 0 3R 36 97 < B0 i
T RE i w25 A M R RZE) L W E (A1 ~2
) PEAL BT RS A1 25T BMD %8s #h 4t D
1000~20001U/ H , 453 1000 mg/ H " .

(2) 2 T-score<-2.0, {EHSIFUTEE
TR R 2R YRR 5 TR R B a2 SR — AR
J7: AR >65 & T-score<—1. 55 AR ( 24 Ay sl BEAE)
B R RAR A BMI) <24 kg/m®; 830 B 7 5 S0 5%
ANTE 50 % LU Mt B e s 1 IR [T B> 6
/I\);J [57] .

—FLAR g T BREBE R R 1600 mg/ H ( TE4E 3
Bl 1B HERE S T 2) 0 T A BE A 7 ko 25
1) B DL S B AN RO s R R Y BB T A S
HEPE;
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— WS R #1500 mg/ T (iF4E 2 )
2B RS ) W TEAEANR R FEHR
00 EATEY Wwsrivze 8

BFFT 20, 7k B 455 BE P 1) o 22 i L RS FR 3 6
AR Bh AR IS 11 AR SRR — 8 1600 mg/ H , B
Vi 2 AEA AR (W EME B %% 3 ( LBMD) BH i & 12 8¢
FIXF I AbI7 I B4 2 i R B B
EAR & it R 2 = SR 1 = e N
S5 BHE A A 22 F5 LR R R A A B 2R A T 9 T
I R SURERR — 54 1600 mg/ H 4t 3 42 Ffi 17 2 4E I
B ER B WAL TR B2 . LM
HARJE AR SR — 40 1600 mg/ H i BhiR 7 3L 3
A, A B BB AL Y PR B F TR 10 4R 5 78K
Eﬁﬁm] 3

FERTE BRI T AT % 5 B R R RE R & . o i
IR BTSN IR £ TR B B 32 R I R 4 mg/
3AASE 18 AL BER TR B k. Hofl
BPs ¥ IE S2 A By 1B 2R i 7R . iR —
O A T A GTTRAIY: 287 NI =]
H ke ST ( PSA) T i B3, e R I35
( ADT) 597 J5 45 H 1 S SUBE R —4h 1500 mg ol
JBEIR 4 mg 3t 36 N H B FH LT ADT. 7£ 36 1~ H
WFFE4s Ry, RG24 31 fldh A 18 ) kA B s
P, BMD V25 R RE-1. 82( +/-0. 94) ; SBERR — 43R
J7HL 39 Bl 7 B & A BRE A  BMD S35 &~
0.72( +/-0. 34) ; MR BERRIAYT 4L 24 HlH A 5 Bk
B R FS, BMD 2 FRE-0. 88( +/-0.32) "%,
AU, Joie N-BPs if 23 N-BPs &R W] 13 By 1ij 51) B g
ADT JRY7 BB & k. 5 R 8 U R — N7
gl i |\ LR G TSR v (LB R Sl RS
UINIER

3 SBBRINARRNHERE

3.1 BPs RRE mAHE  BPs AR £ B AU
SV SO AT IR YT B 0T R R R R KT R
A RS I AE B DR 51 A0 IR BE DL R T f B R
I 5 o

L I 2 AR ff ] N-BPs B}, N-BPs
3 o R R NG IR R A R A AR E s AR S R
R BRE T 2400 7= Az 3R 40 e 7, e 7= E
SR . IWIRFRI A B KR = TR
e RS 9 LSRG 45 it SR R R (2 B R —
VAT ANEI R A G IR IE Y . 2 40% B H TE

WIVR A T N-BPs [ 23 30 2 30 52 B, 7 v £ P
FLBIREAL ™ . 5 N-BPs A, JF N-BPs 1] fig £
HHAMEW RN LW —EHRIEM. Sk
B T 25 25 0 Tk 4 L T RE 4 3RS I I i O
Bo AR B0 (A NBPs) T4 i s
i, ARALGE s T NBPs 1942 48 05 521, [7) B 1 o
T BT R R 0 R BE Y

TE I PR L A5UH R BT 45 ke e L, 2
Bl BPs {1 T (0 R BL R R o 5 R4 3 11 2% A L3
AT RS . T 2k A A s R T S R R
h SO IR AMIFSY B, NBPs A 15 /)N 400
IO 3k S8 S AR BRI A W ( FPP) 7. B 4
IR 2 (8 T BPs (1 2 ] B K e fe
FREEIT ] R AR LA R A 2 . SRR —
ARG R L0 UL, TS 3 % BPs (9w ok [
BTG % -

AFUES TR BE 32 R S 00 L A 0 TR 0 4k 2k VA
I S BT B SR B, TR e B AT
IR 1 PR O 147 A 3l U v RV G 7™ R T A
SNELIE ) B A T i o AU R BE 2k T
I N-BPs (R eh . S8 I HE 32 MOK BER 4 mg TAYT
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