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Abstract

Objective: To study the individualized chemotherapy drug castration resistant prostate cancer
(CRPC) clinical effect. Methods: Prospective, randomized, controlled method, will in February
2013 to December 2014, Shanxi medical university first hospital uropoiesis surgical department
of 41 patients with CRPC were randomly divided into 2 groups. Treatment group detection TUBB3,
ERCC1 gene mRNA and MDR1 gene polymorphism, according to the results of the choice of tar-
geted chemotherapy regimens, individualized selection of common three kinds of chemotherapy
drugs, including his dorsey, mitoxantrone, cisplatin; More than the control group only with west
he match treatment; Change from two groups patients serum TPSA, tumor lesions, bone scan, the
patient pain score metrics such as comparison, every three weeks for a cycle, continuous assess-
ment after treatment for 6 cycles. Results: 1) after treatment, the treatment group serum TPSA
value was 30.9 % 5.43, the control group, serum TPSA value was 39.1 + 7.7 curative effect compar-
ison between the two groups, the difference was statistically significant (P < 0.05); 2) after treat-
ment, the treatment group pain score value of 5.5 + 0.94, control pain score value of 6.4 + 1.27,
curative effect comparison between the two groups, the difference was statistically significant (P <
0.05); 3) after treatment, the treatment group metastatic lesions significantly reduced bone scan,
decrease rate compared with control group, the difference was statistically significant (P < 0.05);
4) after treatment, the treatment group significantly reducing tumor lesions, compared with the
control group shrank, the difference was statistically significant (P < 0.05). Conclusion: individua-
lized chemotherapy for patients with CRPC targeted strong, good curative effect, can make the pa-
tients survival benefit, has clinical value.
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B : FTMEALTT 3657 2 B3 P1 1R 5 I8 (Castration resistant prostate cancer, CRPC) 1l
RBER. FiER201342 A £2014F12 A ILFEER K2 E — BB RO 54 14] CRPCEZ BENL 4
24, WEITAKNITUBB3. ERCC1EF MRNAKMDR1EF £EM:, HIEL BN EREBILIT R,
MEAERE WA=FMT 2%, SRR, RKIEER. s; SRARaARHASHMERT: W
HEFHEMNMETPSA. FERETA. BREMH. BERETEsSERHTHER, 83N AR, &8
BTN ABE TG . &8 1) BITE, HTAMBETPSAE N30.9 £ 5.43, XFBAIMBTPSAE N
39.1 + 7.7, RAMIT LB, ZRELHEE X (P <0.05); 2) BITIE, 16T B IEME NS5 + 0.94,
AR ERNG64 £ 1.27, WARITRLE, ERERUEEN(P<0.05); 3) BTG, BITHE
P#EBRLEHERD>, SRARDIBEEML, ZEREFRTEZE (P <0.05); 4) BITE, BITFHM
BRI B4R, SXRA%/NMEEML, ZRELRITER (P < 0.05). FHRAMEATT X CRPCEE
EAESHER, 7TROF, R EREATRE, A RKEMHE.
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1. BY

BB e A2 1 WL R 2 —, R RRE [ 5K 53 M i DL ek g, ™ s b e NS R . ok
TRAFAER X 23 A7 22 57, 72 0 B S0 0 Jiia o bR A il 1) 19%, T #E & e o [ AN o 5.3% [1]. ik
SR TIREN D2 @A R T B R IR SRS, BT A E 0 RR E E E E TR
BT BRAE (2418 2003~2007 R [F AT 41 e A 11,120 6], KIRER N 8.60/10 Ji, E A IE KR AL
TR 3 90 2.93%F1 1.56%, 4> BRI 54 7 A FNES 12 1. 5 RIEE R AR, FE 578 TR,
K212 /15 g iR CONMII[3], 1 HZ) 5% R fER S I g B T im i R (4]

051 e S AT DL F ARG BOBOT VA . M TR RSOk, W IR YT R L R T T,
R BF B VG YT 5 AR TG R AR 19 2 B B ok,  BUSAA7E3R AR [5] [6]. (HIH ARG HEIRYT i,
28 14~30 N HIGIT G, KER B B A ko th ik N 2 SR PTN B, & 5458 CRPC [7]. —HKR
&y CRPC, HH AL — M PRT 20 1~ H[8].

17 2 H ATTR RS HEFE 1 CRPC ARdEIRTT 77 58, LA VEARSE AR 4y 77 R O 2014 Kb B i R 41
FBHERIR IR P HERE N — B 07 R [9], RO R4 A R, RS 73R B A [F) 85 0 AN R T 2 P ek
PEAIE. [Ftk, CRPC MIAMAILIAYT L RAF N E 2,

ik


http://creativecommons.org/licenses/by/4.0/

R &

AR YT R S SR A bk L R SR AR CRPC A8 AR A, Tl Al FH 25401
FHRIED] MRNA RIA/KCP B R 2 351, ARG 45 RO 25 Uik, BEXHERISEF 77 %, N T
CRPC &%, W B &, MV TIT R BRI R o

2. W&eEHE
2.1. BEMNIRME

@© I3 Ak 23K F (N T 50 ng/dl. 1.7 nmol/L); @ [AIRE M i i%E4: 3 Yk PSA This, BEnb{E 7+
i 50%LL b @ PUHEMEGRIGST 4 FILL b @ A rubiayr im PSA Hikg; © HERARER
WA

BE AR © FE#/NT 60 8K T 85 %, Hb. iy . BEEERFIRAL, A EI
JE BERISE: @ BERITIKAIEZE

RIE LR, MACEE T % 18, Frf B T i 22 sis e 1.

2.2. lmR&ER

SCPIN AL IR, 6 60~85 %, 1168 %, RNl N 24, JHFEFNTHES. wITd 21 A,
2T ARAALTT (R DN 25 R B R DR A A 0 T i ) s XTHRAL 20 N, 45 TR F Tt I nEAL T (UL 2
Pt 3E A AT o

23. MIRF*E

2.3.1. jafrd

DA% P fth BN JERE 10 4, FAADT RN ZP9MhE 75 mo/m?, ERKORE, %51 K; KB 5 mg, 2
WIH, TR, 55 1~21 He 388 1AM, E89677 6 MAW, DUOKITEE VAR 5 4, B RN K
FEREE 12 mo/m?, BBkVE, 1K, WREMS mg, 2%/H, O, 55121 H. 3 8K 1 H, &
B3fy7 6 ANFEW DURE U NIERE 6 61, BAKT o8 4TI 100 mgim?, BlbkidiE, o5 1K BRI
500 mg/m?, ERfKIIE, 51K HURMENE 500 mg/im?, ERKREE, 551 K.

2.3.2. X}HR4

PAZ P4 2 N FERE 20 5, FLRTTRN: ZP9MhEE 75 mg/m?, Bk, 551K RJEM 5 mg, 2
wIH, Hik, % 1~21 H.

DAL PR SERG T AR, AR R hrk . R, PO L The A, HAR LT E
BT O, A, MRS . BT i E R BRI LAY A E. AR, BiX,
SEA Y

7 3 AN LA EW, E8ALST 6 ANEWE AT VR .

2.4. TTROTME

2.4.1. TPSA
H A& B 3 5 50 s T T e — HIVEI AR e, BT DLASHIE FAT6: PSA /K FBE > 50% 4858, FBE
0%~50%NA %, Jo N BT At .

2.4.2. PRI
2118 5 [ S S AF 70 BT (National Cancer Institute, NCI) FIAR R VEAl FRm A AR 1L, 15208« 58 42

(=)
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(CR). #7022 (PR). f25€(SD). #RE(PD)” #4711l . CR: AT nl WImAR e 4yl R IF 2 /D24 FE 4 J& LA
s PR: BRI I 1 B R AR R et R T ELAR IO R A /D 50% LA 5 SD: BRI I 42 e f 4 /N < 25%,
B3R < 25%, HTRALEEL PD: R AR IRAN Y K > 25%, B ELETR L.

2.43. B
TR AT 6 ANEBGE A ST EHEE A, WERE IR > 24, MR, WERL
B IR, HIE R E E A R s M A R > 24, MPNIFE:, HoAloNFasE.

2.4.4. TS
KB %, LAIRTT 5 BIRIR VR 20697 1 PR v i =B A 9 PR fads, PR 2ME > 2
NBERE, 2> VPR ZEE > -2 NRRsE, TP ZEME <2 IR

2.5. GitE A

K F SPSS 19.0 Gith S AT B AT AL, THECERI DLZE 3R, SR X2 RS THEORHI IR IF
i, DX +S)FER, RH tH%: WARMIEAS M iR HAARL . Ll P <0.05 LTG5t
3. &R

PIZH 41 B, 1 BIREYT 3 NG R &A™ E B ], A4S 1.0 x 1091, 4k KRB,
IEERE IR AET . & 40 il 5E R4 6 A HALkIT

1) ¥&I7 Ja B IIE TPSA (197 3L

I 20 I h RRL 13 1. AR5 Bl TR 2 B, mTR A, ERAGTEE LR L, K 2);

2) WIT RIS AL

TBITAH 20 Bl arEE 14 B, FagE 4 0. R 2 B, m T AR, ERASEEL(LE 3, &K 4);

3) YaIT IR WAL I RN HE B

TRIT UL 20 1) R E A MR 4 B S GRfR T WL FeE 8 M. dEE LB, mTXIA, ERAGaEE
X (W 5);

4) WRIT ERA B R BRI

TRIT UL 20 )R E o ol FRgE 8 . HERE 3, T ATIRAL, ESFA SR (LK 6);

5) YT fE I BB R L LR

BRI - 40 9 B3 3 AT VEA B B SOSE o VA YT 4H B I SOSL E EA 11 490 (1-10 2 BE R 8 491, 11-1v
BRENH 3 ). BB KB 6 FI(MReE 1105 5, -1V LB, ik 2 . IEYE 14,

Xof HEZH 75 ) s S A O B (1-11 i BEH0 ] 7 B, 1-IV B g 2 F1). B a7 5 (K
-5 41, -1V 2 6y, ik 2 . B85 2 Bl 7). PIdLtbie, B ICHE 2% (P > 0.05).

Table 1. Compare the curative effect of serum TPSA
= 1. JATTEFR4EITE TPSA BIFTRIbLE

15 %5 B ESEid BEI 2
HITH 20 13(65%) 5(25%) 2(10%)
ot B2 20 6(30%) 6(30%) 8(40%)
VA —2.454
P <0.05
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Table 2. The levels of serum TPSA comparison
= 2. JATT G4 TE TPSA BIZKFELE

51 1514 PSA 7K~F(ug/L)
BITH 20 30.9£5.43
o} e 2H 20 39177
P14 <0.05
Table 3. The change of pain score
= 3. BT EMAREITSEKELR
A % [iRe3 FaE peidied
RITH 20 14 (70%) 4 (20%) 2 (10%)
R 20 6 (30%) 8 (40%) 6 (30%)
ZE —2.478
P <0.05
Table 4. The change of pain score
= 4. BT EPEREITSEKELER
H %5 IRV (53)
BITH 20 5.5+ 0.94
xR ZH 20 6.4+1.27
P {H 0.015
Table 5. The comparison of tumor size change
5. JRTTEFAMB RN
Hl %5 SEALERR o AR FaE bl
HITAH 20 4 (20%) 7 (35%) 8 (40%) 1 (5%)
xR ZH 20 1 (5%) 5 (25%) 8 (40%) 6 (30%)
ZE -2.818
P {H <0.05
Table 6. The comparison of bone scan metastatic lesions changes
6. JBTT EMEBEREEBHL TS
A % [iRe3 FaE peidied
VRITAH 20 9 (45%) 8 (40%) 3 (15%)
R 20 3 (15%) 7 (35%) 10 (50%)
ZE -2.413
P >0.05
Table 7. Comparison of adverse reaction
F 7. RFTEPMESEIR MR
Hl % A H 18 I Jii & I35
BITH 20 11 6 2 1
xR ZH 20 9 7 2 2
P14 >0.05
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4. ¥1ig

TR H 51 s 1 R B AR T2 R AR = s, BT RRRALRE, WEARSRKI, BTG
REEPEIRIRRIL, Wiz 248008 Ty, sEDURE, RAERMZEEMHIRIT[10]. HECRHFARIZY)
R INBURERE 0T RS S R ST N 6T, AT ET SRR AL AR ARG S, B R D, B RE
RIFAE, PSA FESEITAI N 2B A FEFEEE R T M. (H PSA FFE—BUN WG & Hk e, wmisdtE, Ll
Ak, 2 KREN CRPC.

HHTX CRPC IR NG M AT A T/, FERBIIIFEAIIRTT . 282%#F NN CRPC AR 51
BRI AT 5 B 4 M e B R R AR L I A T T 2 TS N 2 I BT DA B I B S M R A SR AR A
A R[]

37 2 B ATER X CRPC 3= R I7 VR R St i KHILLR, A%y CRPC &3 Wb JT If
AU, HE A 1996 HKFT BRI SN — A0 CRPC A 2T 259

AR, BEEDHCANIRN, B AR I, A7 1AM R0 5 e 8 iR s — 18R 2, 1
H & 52 BT G o He b s B2, B RN SO M N TG ARS8 TAX327 Al SWOG9916 [12]
[13], WHFCHaaL 1 A2 P A SN IR A0 ST 72 CRPC Y87 H 1 B ik i Az [14].

ERWABFRY, MEZ AT BB, XA Z 5 i 8 1) B £ 22 57 800 240 i A=
SEREPERT UL ([15] o DRIE an AT B i AR B I 2 0 2 AT B O . R R I R ST AR A iR IR R,
F IR 531 b 540 R 2508 F SR G JE TR mRINA R IA 7K P B3 R 22 245 P U3 BB 3 2 () 22 S 1 e LA 3
SIS IX G B AR (4 R 2 S it P A A A VR T BT SR AN SRR 16]

AMBAIE ST (L7 CAREAS S 03 155 A itk s YR TT 75 58 INIEE DRI 2 R B 22 75 MR A A P 22 R T
BITRR, WA BT ROE AR . AU BEXTIESR, JTRU, Aol E AR .

A SCER R =R WM 250 2 P AR . ORI ERARET, RS AE MO A, A
TUBB3. MDR1. ERCC1, #EATAMl, 18 HILPRRIL K 2 S MEAE L T MR T .

Z VIR AT A E A RS, BIEEER, FREE . XEEH 3 B M e g AT 22 5 R
RETE R B R i 22, $0] 1 40 M 7 REANIG5E, R SESUMEER . HERAR KRR O S8k
N @ EEEH @ B iR,

KA B 2 200 P H IR S M 2, DR " T o3 KA ] 00 B S P i 4 M, 386 5 5 34 i 4 B 38 %
FP . HBUREEE AR Y, T BPUR RS, SR ZE AU LA I EEA . HE AN R R ATH
&R, ANl MR, DECEIETE; SAZEERAYI B,  ORFE R 01 R A 2 8D . (H
WEFCRIN, 5 EAZ B R ATT R AR IR B8 B R OK B TR o] DA LT 288, X i am AT I R L
Vo BB AAME A IR IT

I T 20 R A AR SR 25, AR EE M, AT i AN ) DNA S H AR, JER 05 Han i
ik, AESRI)TEIURER . HERARKN: © FHEMG): @ BRiExN; @ HfERERLE.
SRR, MR —,

H AT VFO S 51 e (AR T7 BCR M B e g — bsitk, 2800 78 im T LLIIE TPSA M 24E
NEBERITROEAARME, Ry PSA KPR KAREE BT 8 (IR BL IR T 1R ORL[18] o HAH 5 Sk
[12]4kiE, CRPC HITHIEABERN 48%. AWFTLLE R B MEIGIT (PSA T > 50%) 186 MFE R
65%, XFHEZH(PSA TFE >50%) 08 A NN 30%, B AMAEILIGST CRPC 7R % .

H2, HATZYI1E FAR G RIFEAR A M ATS b T 20 B B, TSR PRIkl 7 925 36 A o i A 2
AT . Wil 48 SRS R 2590, W75 BRT, KB I ARHIF 702 5% T 5 — J5 BRUAR I %o e

B
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FEAIT ST RO TG AT FIWT, ARTERRE AT i & 290R 7 A AL S 2, Gl g PR AE T2, 3d i R 2
FUSAEAER B DA A A AS R 9043 9 258 A0 L7 J& [19]

AR SE F FDA HEFE 7T i 5 FH 2590 X 25 TUBB3. MDR1. ERCCL FERBHATHIM,
HRKERAE N, WE MBI TR . WIS TPSA. R AEARAL . B, ZImIER ST
T AMEAIRTT RT3, SR, #EA SR, FsL T AMELIAIT CRPC (BRI .
KA IAES JG IR TAES, BEISRRIAMEI AT, v 2B BRI 28R
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