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[ Abstract ] Background and purpose: Docetaxel plus prednisone chemotherapy can improve the patients’
survival for castrate—resistant prostate cancer. Angiogenesis inhibitors can also inhibit the growth of tumor. The curative
effect of combined treatment is still not clear. This study aimed to evaluate the efficacy of docetaxel plus prednisone
combined with thalidomide in treating castrate—resistant prostate cancer (CRPC) patients with bone metastasis. Methods:
A total number of 78 CRPC patients were selected in Fuzhou General Hospital from Dec. 2008 to Jun. 2015. Seventy—eight
patients were divided into two groups: 40 patients in chemotherapy group (docetaxel plus prednisone) and 38 patients in
combined treatment group (docetaxel plus prednisone combined with thalidomide). A total number of 78 subjects were
evaluated by the effective rate, the remission rate of bone pain, the prostate specific antigen (PSA) progression—free surviv—
al, the overall survival and adverse effect. Results: The response rate (65.79%) and the remission rate of bone pain (86.84%)
in combined treatment group were both higher than those in chemotherapy group (40.00% and 60.00%, P<0.05). The PSA
progression—free survival (4.13 months), progression—{ree survival (4.25 months) and the overall survival (18.06 months) in

combined treatment group were all longer than those in chemotherapy group (3.54, 3.75 and 16.26 months). The PSA pro—
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gression—free survival was significantly longer in combined treatment group (P<0.05). There was no significant difference

in the overall survival between two groups (P>0.05). The rates of adverse effects including peripheral neuritis and lethargy

in combined treatment group (26.32% and 55.26%) were higher than those in chemotherapy group (5.00% and 17.50%,

P<0.05). Conclusion: Thalidomide combined with docetaxel plus prednisone in CRPC patients with bone metastasis can

prolong the PSA progression—free survival and overall survival. The adverse effects are mild. It may become a new choice of

treatment for CRPC.
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FT A J 8 B4 R A D 8 F) e S e s e
ZEdr, (EBRSEEZEH, HIS IR R 5 1AL A
IR A R A Y S R
IRFIRRE 5K, (HATAER R T 2 o Al
B B S BT (prostate specific antigen, PSA)
FIR RS DN A T 27) 8 B e PR 2 Wl S U DAl v
HEAE . NIRRT H AT E S B
EERIT I, REBBGEF RN TA . 2
Py 25 H w5 ME R BT IR I A 8, HEgd
14~300 H Bt s, JLF T A B e e
RS I M7 e Ry 25 BARAT I i 91 IR (castrate—
resistant prostate cancer, CRPC), SEDRAYES EYIN
T2040H U X TR ST I
E”E(metastasis castrate—resistant prostate cancer,
mCRPC), A REARE B3 1R Z VTR 5 Tk
JeM LTI . ABTERY], VR
T I A A AR L IS 2 P b R
B R SRR G U0 R B R AT e PRI, AT T
2T G T B A% 1 CRPC AR 3 B i R
FP R A

1 ORI

1.1 —fRER

[ JB P 43 B 20084F 1 H —20154F6 A e it
ZE DX AR N B B BEWSIA [ 78 Blm CRPC B 35 1 —
Mgkt MR HE N R B3R 9T O Bk R E A 2
4 Z VUMb FE R JE IR A VD I B e 4 (L 5%
), 384, i M (72.55+6.66)%, PSA
ﬁﬂ\](35.66 +38.97) ng/mL, GleasontEsy A
(7.34 + 0.96) ng/dL, 22 }415.48 + 146.85,
KPSTE4r H80.26 + 7.52, 4L I ibk [0 45 i #%
250, RERI13H], HIPES N3.87 £1.47,

BRI L~540136], 6~104 1264, K
T 1049615 £ P4 A S8 & 1k Je # 41 (0 I
), 40, R R (72.45+6.52)%, PSA
fEM(30.83 +23.44) ng/mL, Gleason?E4 N
7.45+0.93, i #(432.38 £ 135.08) ng/dL, KPS
TE43079.25 £ 6.93, ZLIEWMKEE5FE2801, F
120, BRI N4.00 £ 1.61, HEREA
1~54-206], 6~107~13%1, KF107741; HL
BE B2 WO T I . & —L N
BT 6~2940 H (R i it 18] 174~ H ) J5 12 85 &
HCRPC, BEfEARZZEG0IF (D). g 8aH
W2 LLUF 2 @ I S LK (N F
50 ng/dL. 1.7 mmol/L); ) [a]pf 1 & 437K PSA
THE, BEMETRES0%L E; @ 2485
i CTOREIL IR AT IR SN 5 5685, A B9
FEAR o
1.2 BITHE

P HRFE BN RA T L2 PMIETS me/m’iH
PKEE, 51~21K, KJEWS mgH ik, H&R2
W, 21 A, AR FH4~81 5 1A .
WLEEAE IR 125 T VDA FEHE200 mg/d, T Ay
BETERIT AT THia UL B, fbyT )k
P EY, AT ORPUOIE . IR, E R
1B SEXAEAN B, I 25 Tk B R4 me Ik S:
i, 28 d LR RATSAVIBR AR B E IR L T
SR S i MR A ARITRYY, 28 d 11K,
1.3 EMhiRE

ML 3E PSAVE AIRYT L T8 bR . 58 2 5% it
SHPSA R 2 IEH VL (0~4 ng/mL); FH4r2& SN
PSA FRER FALIT RT3 L K 150%; FaxeEh
PSA T FE/NFALI PRI R K FE1950%, ol Tt/
FALIFRT R AP 1925% 5 B NPSATHE KT
TR OK B 1I25% 5 A ROE L 584



(¥ BBAER L) 20174EE27RTEAN

289

SRR
F1 WARE—MAN

Tab. 1 Patient characteristics

Observation  Control group P

Characteristic group (n=38) (n=40) value

Age/year 72.55+6.66 72.45+£6.52 0.715

KPS score 80.26+7.52 79.25+£6.93 0.613

PSA level py/(ng'mL") 35.66£38.97 30.83+23.44 0.089

Gleason score 7.34+0.96 745+093 0.875

Testosterone py/(ng-dL™) 415.48+146.85 432.38 + 135.08 0.391
Pelvic lymph node metastasis

No 13 12

Bone metastasis number

1-5 17 20 0.786
6-10 12 13
> 10 9 7

Bone pain score 3.87+1.47 4.00+1.61 0431

B E V937 (numerical rating scale,
NRS) VAL, PAJGHE A 1 1A R i R FE
07N TCHAEHR , P B N 384 I i e, Mg
SR, 107N IR ZUR TR o S ASCA B U R B D
F250% R 25 ) T HE050% 5 A RCK B R IR
B/ANT50%; oA R TR sl =,
R 2GRN, DL B  HR AR T 4k
T4

PSATC it JE ) 5 S AR Y7 265 1 R 3
BLPS A UL BB ) o 7 I R] S iR oY S5 AR
H3FEAPSA, BHAIT 2N ANT 2 AR A
AR BRI R . MERCT L R G
F3 A E AT 25 aH, MR RN
JEEA AT DAL A SRR AL, D] SRR T Rk
i¥ﬁl\1‘/ﬁ‘{ﬁ(ﬁesponse Evaluation Criteria in Solod
Tumors, RECIST)#EA7T1FEAL L R R
[i#] (progression—free survival, PFS)HILIFEHE1K
F BRI ], S A AF I ] (overall
survival, OS)HALITEE 1R BNFET o A YR Bl 15 1Y

FIA]

AN B HiE FEWHO BT 25 2P E RN 2k
BV BEARAE, 43 R0~IVEE,
1.4 SGitE4cE

it W R HISPSS 19.048 H 4k 14 vE 474
Br, HCESHALRIPSAARCE . IERBCR MR
R BRI B0, LR P4 A B PSA TG SRt
[8] . PFSJOSK FHlog—rank 555, P<0.054 225
Aaiiter L,

2 4 R

2.1 PSAEHZE

T8 B I PEMY TR, WAL PSASE 2%
R 19, ForoRfg24), FRoETHl, HERE6H], XF
MR SE T2 fif L), FRor et 150, FasE 1441,
HEEL10H], P RABEERARITFE XL
(P=0.039, #2).

x2 NRASWRAPSATNELILE
Tab.2 Evaluation of PSA efficacy

Group Effective Ineffective P value
Observation 25 13
0.039
Control 16 24
22 1IHEHR

7801 BB AR Im AT BRIy, WA
MR, AR, Tose], XA AL
0, HRATH), TR, ZRAGIEE XL
(P=0.048, #3),

®3 URASWRAILFBIRILER

Tab.3 Evaluation of analgesic efficacy

Group Markedly effective Effective Ineffective P value
Observation 11 22 6

0.048
Control 7 17 16

2.3 PSAZi#RERE, PFSKOS

T84 B BRI PE M T AL . MELHAIPSA
TeHE R K 4.13(3.74~4.52) D H, XA
H3.54(3.30~3.79)1H, 25 A5 E X
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Fig. 1 PSA-PFS comparison between observation group and

control group
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Fig.2 PFS comparison between observation group and

control group
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Fig.3 OS comparison between observation group and

control group
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Tab. 4 Toxicity comparison between observation group and

control group

Observation group Control group

Toxicity
0 o my o I, MIV
Myelosuppression 4 23 11 5 22 13
Nausea and vomiting 8 24 6 7 28 5
Peripheral neuritis 28 10 0 38 2 0
Hepatic injury 29 8 1 31 9 0
Constipation 10 23 5 16 21 3
Sleepiness 17 21 0 33 7 0
30’

CRPCZT8 T B o B B e e vk LA 2
B KPR T, o AR AT R 0F 8 19 11T 9] B9
Wibr TS . @O I S22k L HOKF (N F
50 ng/dL. 1.7 mmol/L); @ [A]RF1JE 4 LE3UKPSA
T, BIERE T E50% UL . 20044 5 15
JHEAEE (1) TR I R X5 TAX 327 FISWO0G9916
WESE, BE3JE LR A 2 PE M 3R B A5 ik Je i 5 LA
A Y K FE BB BX A5 U JE AR IR T A L B B 35 4R
ERE AR, imCRPCHEF M OSIEK20%~
249% 500 B, 20054F 2 [ A R 25 Y48
HlJR)(Food and Drug Administration, FDA){it
2 74 At 38 AL JE AN T A mCRPC Y —
LALIT 7% o T BRI e H L R G A B e
BRI DU 4 4 T A R R A
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