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The Role of Early Application of Bisphosphonates to the

Treatment for Patients with Advanced Prostate Cancer

DU Bao-chang,LLIU Jun, WANG Shuai-bing, et al.
(Central Hospital of China National Petroleum Corporation & Petroleum Clinical College of Hebei
Medical University, Langfang 065000, China)

Abstract: [Purpose | To investigate the effect of early application of hisphosphonates on and bone
melastasis in patients with advanced prostate cancer. [ Methods] Forty-eight cases with advanced
prostate cancer were enrolled. The BMD T-Score <-2.5 was as indication of bisphosphonates appli-
cation. The BPs application start before the diagnosis of bone metastases had defined as early appli-
cation,24 cases included in the treatment group. Twenty-four patients those unused BPs before the
diagnosis of bone metastases included in the control group. Progression-free survival (PFS),overall
survival (0S),the incidence and the time of occurrence of bone metastases were compared between
the two groups. [Results ] The treatment group compared with the control group,the median PFS ex-
tended 5 months (20 months vs 15 months),with significant difference(x’=114.03, P<0.001);the me-
dian OS was not prolonged (38 months vs 39 months,y’=2.14, P=0.14); The incidence of bone metas-
tases was significantly decreased (25.0% vs 62.5% ,y*=6.86,P<0.01);and the mean time of occur-
rence of bone metastases was delayed for 4 months (21 months vs 17 months),with significant differ-
ence(21+3.5 months vs 17+1.5 months, 1=3.75, P<0.01).[ Conclusion ] Early application of BPs in the
treatment of patients with advanced prostate cancer can prolong PFS,delay and decrease bone
melastatic occurrence.

Key words : prostate cancer;early application ; bisphosphonates ; bone mineral density
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LR IZ W C2 1 38 i ,D # 10 fil . RAETF#
Pt BN [F] 53 WIBE ML 73 R 36 97 4 SR IR (HE R
LR RV IR N BPs 22 ORI A, 9 AR
S7 A s A R BPs & IH AT REAL ), B4 24 fi,
P2 R AR I IR 43 VR YT R PSA fH IR 2 =
TeBe T4 7 L (P>0.05) , UL Table 1,

Table 1 The clinical characteristics of the two groups

Characteristics Treatment group Control group P
Age(years) 040 0.53
<75 18 16
>75 6 8
Clinical stage 0.00 1.00
Cc2 16 16
D 8 8
PSA level 1.11  0.58
<50 4 3
50~100 16 14
=100 4 7
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20 ™ H (95%CI1:19.7 1~ H ~20.3 A~ H ) ; X B4l i 3
i) PFS K 4~33 4~ H 057 PFS 4 15 4~ H (95%C1: 14.1
ANH~159 A )4 Log-rank K56, Wi 2H 5 # PFS 2%
SAEGITEE X ($=114.03, P<0.001 ) (Figure 1), A
ST FE I OS R 10~55 A~ H, H i 0S K38 4~ H
(95%C1:37.1 ™~ H~38.9 1 H ) X HRAL B F19 0S Hy
7~51 4~ H , 4 0S K 39 4~ H (95%C1:37.7 4~ H ~
403 ™M H), 4 Log-rank i35, 4L OS 256
Giitea X (P=2.14,P=0.14) (Figure 2),
22 BEBAXERRKHISHE

6T AL BE VT AR & 02 B 6 ), X IR

1.0

0.8

PFS

06T

Treatment group

04r

0.2 | Control group

1 1 1 1 1 |
0 10.00 20.00 30.00 40.00 50.00 60.00

Time(months)

Figure 1 Comparsion of PFS between treatment group
and control group
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Figure 2 Comparsion of OS between treatment
group and control group
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