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B E BT TOMERAXTAT SRS T B A K B8 )T e R A (BMD) fe B AR S 6% vm . Ty ik KRB R A AT IE
FER . IR 8445 AT B 4l BB 5T B9 BT S MRS B R A R T R o A 8 7 1 (45490 ) Fexd R 4R (39 48] ), *F PR 4H B K4
T F G TR DA LA ,po,qn; i IT A B H KB 7 £ 455 1 AL TITSMEBRA R 70 mg,po, 7- B 1k, WAE
Hasrata Y 1240, MRMB B H 25- A4 %k £ D(25-OH-D) .28 BMD . B AR & KT, FeRZ RBERA B R AE N, %4
RBITFABE 30 SRS L0, e, AR H LR IEARIE, Z R RATFEXL(P>0.05), %76, mABHe
25-OH-D 7K -Fuk L H 18 2 F Ftiit 3 & L (P>0.05) ;7877 ), B & F FEK P EE 7 H BB, £2F A% 2 EL(P<
0.05)c &FHFEI2AR ,EFHF AL HEM BT HAALHABMDKFRE LA T BA %5 2 T, HAES L IARE 0 L
B, EZFHARTFEL(P<0.05);8FARFRHARNG T HF R &, | BT R A% 3L KK Ao p-J R 45 28 551 K- 9 2
T, BB LN R Z, WAEH LRIGAFUNALE, £ 3 A 4T FENL(P<0.05), WABF TR R LA FLE, £
S+ RGHFEL(P>0.05), it FIABEERA TR 81 51 M B2 F B 5 X587 FROTETRE, BIRFH8E,
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Effects of Alendronate Sodium on Bone Mineral Density and Bone Marker in Prostate Cancer Elderly Pa-
tients after Medical Castration Therapy

DUAN Xiaoyu, ZHU Hong, HUANG Juan (General Dept. Two, the Central Hospital of Wuhan, /Fongji Medical
College, Huazhong University of Science and Technology, Wuhan 430014, China)

ABSTRACT OBJECTIVE: To explore the effects of alendronate sodium on bone minéral\ density (BMD) and bone marker in
prostate cancer elderly patients after medical castration therapy. METHODS ;. In‘perspectivesstudy, 84 elderly patients undergoing
medical castration therapy were selected and divided into treatment\group’ (45 ‘cases) and control group (39 cases) according to ran-
dom number table. Control group received medical castration” therapy + Calcium carbonate D; tablets, 1 tablet, po, qn; treatment
group was additionally given Alendronate sodium tablets.70' mg./po, once a week, 1 week after routine treatment, on the basis of
control group. Treatment course of 2 groups' lasted for 12 months. The levels of 25-OH-D, testosterone, BMD and bone marker
were observed in 2 groups, andsthe occurrence of ADR was recorded. RESULTS: 3 cases of treatment group and 1 case of control
group dropped out of thel study. Before treatment, there was no statistical significance in above indexes between 2 groups (P>
0.05). After treatment, 25-OH-D levels of 2 groups were increased slightly, but there was no statistical significance (P>0.05); tes-
tosterofie level ofi2 groups were decreased significantly compared to before treatment, with statistical significance (P<<0.05). 12
months after treatment, BMD of lumbar vertebra, collum femoris and hip were increased significantly in treatment group, while
those were decreased significantly in control group; there was statistical significance in above indexes between 2 groups (P<<0.05).
The levels of N-terminal midfragment of osteocalcin, procollagen I N-terminal propeptide and f-crosslaps were decreased signifi-
cantly in treatment group, while those were increased significantly in control group; there was statistical significance in above in-
dexes between 2 groups (P<<0.05). There was no statistical significance in the incidence of ADR between 2 groups (P>>0.05).
CONCLUSIONS: Alendronate sodium can prevent bone loss and reduce the rate of bone turnover in elderly patients with prostate
cancer receiving medical castration therapy.

KEYWORDS Alendronate sodium; Prostate cancer; Elderly patients; Medical castration; Bone mineral density; Bone marker
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BUHERL R 2503R 97 R HURYFIH SRR 0 — T /8
Mgsa SR AT 20 RIS B VAP SE T AN R SR T
RSN IE B IL B %Y (BMD) BEACFIE-$ KU 36
AESAEIRIT I VAR L B30 PG RN 7E B s
SE AT AT 12 M (DR A5 0] LU A L3R IT 25
FHF B L A2 i 0 0 e O B T i 2 A, BRI
T, T, AT IS T BT B B X 1 51 I 4E B
B EFAIEIT IS BMD Mg bR s, SRIE AT .
1 #EREFE
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BRI IAARIED 5 (2) A T2 349697 5 (3) BURE X Ze Wik
D5E (DXA) 0 E BMD, Tl > —2.5; (4)4F# =65 2/ 5 (5) fk
FTEARE(BMID) 4T 18~35 kg/m’,

HEBSRARIE : (DPEAT B s OFEE B ()& ™
O P VBB (GG st I LB 0 (U A R X
AP LB B I ) s A T AR

BRIERRE : (1) RAESERAMIIRITITREE; ) AR
FL T AR IR YT T S
1.2 WEEHR

AN HIHEPERTIE . HF9E T RA BB 2R B 5L 2
FAZ IS, BEIFR BE 2013 45 1 A — 20154 1 A 5lti2 1Y 84 41
BT 2592 3R 97 BRI A I 4 R, H IR B LB 7 R0k
Ay RVATTLH (45 5] FIXT BRZH (39 4] ) . Wi ZH FR 3% B4R 3% . BMI
R HL g, 22 R GRS (P>0.05) , A AT He
P PEILE 1, BEAE RIS EMERESR,

x1 WMABRE—RERLLE(x+s)

Tab1 Comparison of general information between 2 groups

(Xx*s)
A5 n AR, % BMI, kg/m’ R, AE
v 45 73.13£4.10 26.5245.00 378+1.22
X HRAL 39 7171 +4.68 25.61+4.91 3254098
P 0.156 0.413 0.260
1.3 BT AE
X HREH FR A8 25 T 29 R BRGR YT Jr %8, R I I B R 5

B AR ( H AR 24 & Toalk Ak U atd, i WIE S « 257
320150109, #ik& : 3.75 mg)3.75 mg, J TS, 4 8 1R+ Re
W (9% 5 AstraZeneca UK Limited, 75 WFIF 5 ¢ 6 24 i &
120130140, #L4% : 150 mg) 50 mg, po,qd, 1 ~4 J& ; 745 TR
5 D, B (HEFG 25 BR A /), S0 S« [ 28 i3 H10950029,
FLME B 45 600 mg, 4EAEFE D, 125 [EBREAI) 1, po, qny
IGIT AL BB TERT B S R L R4 TR el iash A
[Merck Sharp & Dohme (Australia) Pty Ltd , ¥ JFIE S J& 24 i
5720130085, #i4% : 70 mg]70 mgspos BRI Uk , T4 R H &
ARk 7 R K% R, IR2% 80 min PANGE RN . P4
FIRITIS R R 120
1.4 _RERFEHFR

CLRFH AL 2 %k - PR A B 1ML 3 25- 8 4 K D
(25-OH-D) /KF-, =75 nmol/L A 1EF ™" (2) WL 41 F8 3 52l
{8 , <50 ng/dl ik F KK T, (3) 2R F DXA 74 5 i 35
M BB SN 458 BMD /K- 5 (4) 2R BN VLI 34 it [+) 1 il
MB fk2% Je SE R (FEE % FCA vl ) I B B B 5 45
FREE N A>T B (N-MID) | T 58 e 5 4 5 i 4iE K Ik
(PINP) - G454 55 41) ( B-CTX) /K- 5 (5) 30 s iBy 7 Fi v
AN R KL
1.5 Fit=EH*®

oK FH SPSS 17.0 A X Bl A T 5831 o3 W o e kL
T+ sFoR, R, P<0.05KESAHGH¥E X,
2 R
2.1 PREER

AL 4 B BE B . o JRYT A LR B
JE I IRAR H A ST s 53 AT 3 B R GARIT 4L 2 6], %o B AL 1 451)
P RCAER AR .
2.2 WABEETTEIG 25-OH-D FNEZ /K F Lb

TRYT T, WIZH B A9 25-OH-D ISR /K F LU, 22 5340
G2 E X (P>0.05) . JRITIE, 4LEH 25-OH-D /K0 I
Tt AHE R TG 2435 X (P>0.05) ; Wid] B % L AOE A8

HEZED; 2016 4555 27 45 35 1

AT FRAR, 2253 A G227 X (P<<0.05) , fRYAY 741 50 B
LA UL, 22 57 JCGETT4 7 L (P>0.05) . PHLLRE IR H
Ji 25-OH-D FISEH K- LA L 2.
*2 FHEBERITHIE25-OH-D FIZERAKFELLE (X £ 5)
Tab 2 Comparison of 25-OH-D and testosterone levels be-
tween 2 groups before and after treatment(x £ s)

5 n o] 25-OH-D,nmol/L S, ng/dl
WITH 42 RYTED 75.04 +8.78 677.8124.6
7R 64~ H 76.62+7.30 194+35*
BT 1201 77.8049.53 17.9+43"
Xt R 38 IRYTHD 73474824 691.3+30.5
HITIE 6 H 75.02 + 8.66 18.6+5.0°
BT 1210 H 76.71+7.77 18.1+3.7°

T SRR LA, “P<<0.05
Note: vs. before treatment, *P<<0.05
2.3 WHBEBITHIE BMD K F L
IRST R, P R A REAE R SR AR BMD K- HE
B, R G EE L(P>0.05) . AIT)R 120 IR 4
BE DL EARAR 56T ET LR B BT 6 IR R B BT
K, LA EIRIRPRdLiE s, 22 A geit 2 L (P<
0.05) o WL FE AT AR B SR 42458 5 BMD /K- L
B3,
®3 MARFRTHEEE REFIMEHETBMDIKTELL
B(xts,g/em’)
Tab 3 Comparison of BMD of flumbar yertebra, collum
femoris and hip between 2 groups before and after
treatment ( X+, g/cm?)

R ~u 44 JEHE BMD REHBMD A BMD

SRR 4D IR 1.05+0.08 0.87+0.08 0.89+0.08
W6 1.06%0.10 0.89+0.08 0.9140.09
WIFE 1200 1.0940.09* 0.91£0.10"  0.92+0.09*

XTBRZE 38 AYTHI 1.0840.08 0.86+0.09 0.92+0.08
BWFE6M  1.05£0.10 0.84+0.08 0.8940.10
WIFE 124 1.03£0.07 0.82+0.08"  0.87£0.09"

T SIRYTRT LR, “P<<0.05; 5 X ML HLAL,"P<<0.05
Note: vs. before treatment, “P<<0.05;vs. control group,”P<<0.05
24 FWARERTAIEERESMAKTELRE
TRYTHT, P41 # N-MID . PINP FIB-CTX K-t 22 5
KRG 2 L (P>0.05) . iG¥7E 120 A iR dia big
BhR SR YR HCACH T B, X R AR 0B 2 Tk, LA
B FIRIRPRA ] AL, 22 R A G L (P<0.05). P
2B FVRITHIS N-MID .PINP FIA-CTX K- s 3 4.
x4 WHBEBFTBIE N-MID PINP #14-CTX 7K F tb
(X*s,ng/ml)
Tab 4 Comparison of N-MID, PINP and f-CTX levels be-
tween 2 groups before and after treatment (X+s, ng/

ml)
A% n i N-MID PINP B-CTX
WITA 42 BITH 20234541 2983+11.60  0.36+0.17
WIFR6/H 18351403 26.66+1037  0.33+0.13
WIFIE 124 172044277 23.90+8.73°  0.29£0.10**
XTHAZL 38 YT 19114502 281541056  0.31+0.15
WIFR6MH 21354469  3157+11.10  0.33+0.15
WP 1240 H 2272+£450°  33.78+12.68°  0.38+0.167

T SIRYTHT LR, “P<0.05; 5 X M2 H AL, "P<<0.05
Note: vs. before treatment, *P<<0.05; vs. control group, P<<0.05
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FEAR AE 2GR L REAR B % . AT AL E R B R R A %
(2.229% ) TXTRELL(0) , H 22 R G125 L (P>0.05)
3 1Tig

2 EBR YT I R W L RS P R O B AR T A
SYOT L, PR R B AR A i 25 e — Bk, ZE KR
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ML A7 < 220 AT W R A 0 i e A, o e A A B L,
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T I R 5 e S 5 1 B LR A P By g e £ 24 it
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T B A% B S 8 5 460 22 i 41 L 1) B N4 B350 BMID , A1

IR EYE B S ARG Y, fEis Pk | R b
ML A DAY R R AL B R AR ARG AN ) N-MID 2 i
AR AN 7 A I TR R 3R I A = I e B e
BRI A MLBATER , N-MID 7K - 0 5z e i B 20 i ek A i
Ak, S BT S A . PINP AR Rl BT bR S,
1E T R e R 8RR iR ok, Sz e i B 200 L 170 31t 4 5y
RN RS SRS B S OTX T T AU AR 1R s 1) e i
Y T AN MO B S R R A T e, T R R R
fife , JEE T C-A S K — 243+ CTX AL, il CTX X W%
T B 200 A P P LA R S, R e WA 1 A SR S b
&5 . CTX A 2 F [ 43 A 4K, Bl o-CTX F1 B-CTX, H: p
B-CTX VAR ) R AE R AR o ASBiF R 45 R o, bl
EIRTT I IS4 VR YT 4 A8 1Y N-MID \PINP FIB-CTX
ETRES SX A ER A SR L (P<0.05), BT
AT L AR AR PR T B AN S Y AR AR A N R TR
L VAT AR T B AR A B dE T2 25 )
FRIRIT I AR B3 T BRI IR 4 mT T B s % L BRI
R RGPS . ARTHIT X G214 =65 % [ %4
HLIRIT AL AL 3 B LRI SR T RN TR AT
HE—HIESE T IR B 7E A7 R 3 R RS2 v D 2e 4k

ZF LIk, BTG B IR B T 9 537 i 90 B S AT R 2 2
BIRIT SR B TR BAICE R R, (B2 AR A L
BT NS A S5 bR , BRI B AR BN FEIR
I B ) A AT BT TR R B AE 5 AT DA 4RSS 4E m HR B 9 BMD, [
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