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Comparison of Efficacy and Safety of Docetaxel Combined with Carboplatin and Paclitaxel and Cisplatin
in the Treatment of Advanced Ovarian Cancer

HU Yuangiang, ZHANG Yongbo, WANG Hua,ZHOU Liyong, XIONG Gang, CHEN Zekui, GUO Nian,QIN Yu’e
(Dept. of Radiotherapy and Chemotherapy, the Second People’ s Hospital of Yichang, Hubei Yichang 443000,
China)

ABSTRACT OBJECTIVE: To compare the efficacy, safety, vascular endothelial growth factor (VEGF) and matrix metallopro-
teinase-2 (MMP-2) of docetaxel combined with carboplatin and paclitaxel combined with cisplatin (DDP) in the treatment of ad-
vanced ovarian cancer. METHODS: 120 patients with advanced ovarian cancer were randomly divided into docetaxel combined
with carboplatin group (60 cases) and paclitaxel combined with DDP group (60 cases). Docetaxel combined with carboplatin group
received 70 mg/m* Docetaxel injection, intravenous infusion of 1 h, di; 50 mg/m® carboplatin injection, intravenous infusion of 1
h, d.. Paclitaxel combined with DDP group received 135 mg/m” Paclitaxel injection, intravenous infusion of 24 h, d.; 30 mg/m’
DDP for injection, intravenous infusion, d;; 60 mg/m’ Paclitaxel injection (a maximum of 2.0 m’) by intraperitoneal infusion, ds.
3-week was regarded as 1 treatment course, and it lasted 6 courses. Clinical efficacy, VEGF, MMP-2, progression-free survival,
overall survival before and after treatment, mortality rate within 2 years of treatment and the incidence of adverse reactions in 2
groups were compared. RESULTS: There were no significant differences in the objective response rate, disease control rate, mortal-
ity rate, incidence of adverse reactions between 2 groups (P>0.05). The progression-free survival in docetaxel combined with car-
boplatin group was significantly longer than paclitaxel combined with DDP group, the difference was statistically significant (P<<
0.05). Before treatment, there were no significant differences in VEGF and MMP-2 level between 2 groups (P>>0.05). After treat-
ment, VEGF and MMP-2 level in 2 groups were significantly lower than before, and VEGF at different time points and MMP-2
level after 4 weeks, 8 weeks and 12 weeks of treatment in docetaxel combined with carboplatin group were lower than paclitaxel
combined with DDP group, the differences were statistically significant (P<<0.05). CONCLUSIONS: Docetaxel combined with car-
boplatin and paclitaxel combined with DDP shows similar efficacy and safety in the treatment of advanced ovarian cancer, but
docetaxel carboplatin combined with is superior to paclitaxel combined with DDP in reducing VEGF and MMP-2 and improving pro-
gression-free survival.

KEYWORDS Carboplatin; Docetaxel; Paclitaxel; Cisplatin; Advanced ovarian cancer; Efficacy; Safety

B 898 (Ovarian carcinoma) & J5 2R A 4 1t AE 5t i 2 e i R HER A A =, 1E R L R o R S e
22.9% , S22 P UL B AR L 29 70 % B B LR S TE R 12
AL TF A, B S A AF U0 30% A2 470 =i A

* ) FAEBEIG . Ty ) B K AR R . E-mail : yuang-
iang_yc@aliyun.com

hEZHE 2016 F5E 0TS 14 China FPharrnacy 2016 Vel 27 No. 24 - 3353 -



R SRR R B S ) SRR 1) R AR A O L W RS
AN H 3 B AR T bR I A AT R, i A P R AR K R
(VEGF) e Hirh & ¥ T s EA/E Y, VEGF R2i@a e &
e AR G N A4 | O AL AR 3 7 A R R I A R AL
il ok 45 SR g (0 K SR o P IRE B B B 5 3 R 4 i B 1 T
(MMP) -2 25-H 3¢, 4 i 41 o 2 O 30 £ 5 T ARG B
BOERG R BEY . MMP-2 AT 1 B I 45 2 R AY TV R i
LA P8 SR B R I8 A A G I AT 40 7 36 S 1 A 3
N AT RS . VEGF A1 MMP-2 (18448 Bl A fif fiogga £
KRN . O S8 5 3% #9 VEGF F1 MMP-2 7K - B f 38
B ARSI VEGE FIMMP-2 7K S 5407 19 PRl 2%
YIAASET™, 2010 4F [ R P SLE 5T 5 o H U F 22 G fh 3 gk
A REFEAZ R AN A7 )y SR 7 U0 SLEY R F ik

J7 )7 %) 1M 3 VEGFE i MMP-2 /K B 2 00 1 ok WARGE .
B TEARTR G 2 T IR Z VSR A RN S S 2 A
MBI 975 g 30 B9 982 9 97 28 L %2 4 I VEGF il MMP-2 7K
SRR
1 &Rl5R*®
1.1 BFEXE

PEPE20114F 1 A —20134F 10 A B2 Ia 19 120 61V #5519
BUm R . LB BT B3 b 2 T SRR R4
2H (60 1)) FIE A2 IR A AR ZH (60 191) . P ZH R 4EIE Rk
o1 R RS I AER A (KPS) T4y i HT I 19-9
(CA19-9) K F-EEREAR TR LS, 2R W LRI 2= B X (P>
0.05), LA ALk, HEILER 1. AW L4 E B A P %
Bawizim, e BRERENEE THERETD.

F1 FWHBEERENILE (x+s)

Tab 1 Comparison of general information between 2 groups(x + s)

DRI, b

BB, 0

o T L L
LTl FeA R 60 51004746 1 12 25 b 56 23 12 79351088 904042171
EVENR IR 60 52.80£7.67 2 1l % 2 57 25 12 77684895 8655+23.03
P 0254 | | | 085 | 085 | 0361 035

1.2 MANSHERIRE

YABRUE : (1) 28525 4R A5 LG BIL 2 4G 2 1 12 B L
s (2)TNM AR VI (3)4FRIE > 18 % 5 (4) B E PR 524,
BRI A e . HEBRARAE : (1) IR MRS D RE AR 455 (2)
Uk Rk IR 5 (3) BEIZ I ] 25y 5 (4) AR M sl L0 4
(5)LyT il i o R P B I A RE A RE S8 AT % o
1.3 BT A%

LB A RANAEBR A 4 T 2V b e R Qe 2
[ 25 EE 258 A BR A W, MUK 0.5 ml: 20 mg, L7ESCS - 124
WET-H20093744) 70 mg/m”, FBKIR A 1 h, o REESHR (ER
F Corden Pharma Latina S.P.A, #L#% : 150 mg : 15 ml, it #E C
S FEZGET H20110231) 50 mg/m?, Fki T 1 h, do 420
A R AL R85 25 T 0 2 Pt i B (A6 5 U 20l B 13 5 PR
O E] S 5 ml: 30 mg, fibHE S [ 275 H20066640) 135
mg/m’, FFEEF KK TE 24 h, dos SRR (G5 &R 255 R A
H] L B 10 mg, #LHESCS B 25 7fES- H37021358) 30 mg/m®,
POk L do, 38 BEAKAB R BR 5 J5 45 T 2 A2 B 5 60 mg/m*( 1
PR 2.0 m*) BEFETHETE , doo PHZHILA 3 A 1A 3B SR T
61~ .
14 IR

WLEL 20 £ VA7 TN IS VEGE \MMP-2 7K, Je i J@ A= 4%
136975 2 AENIRER MO KB R AR O o it S A A7 40
NI Z AT I 2 MR T bR 1E R ol R R A AR T R B
6] o R FH AL 32 O TR ERK A 958 W 338 25 46 T VEGF . MMP-2
IO GRF & H 25 [E LIFEKEY AW B AR N EIHR L)
1.5 TRFIERRAE

RIS TR EM (RECIST) AR 4 i ——(1) 52428
fift AT R RS ) > 4 T8 5 (2) T4 28 kb e K EAR 40
INZ30% , FHEE ) >4 T 5 (3)PERRUE ki K RN <
30% B HEIN <20 % ;5 (4) I F e i kb e K ELAR B I >20%
BB . B RCE = (58 228 M B R840 22 191
BOVBBIE<100% o BRI = (58 TR BB 0 2% it
BUEBERTRRE B0 L B E< 100 %
1.6 FitZEHE

- 3354 - China Pharmacy 2016 Vol. 27 No. 24

K SPSS 22.0 Ge 4R A Bl 2E A7 43 Hr o T ik BERE L
X+ RN R S THEPTRN % oK R . JEiE
J& A7 AR FH Kaplan-Meier 4317 Fl Log-rank 7% . P<<0.05
ZSAGEE
2 %R
2.1 WHERBEIRITAIE VEGF MMP-2 7K F L&

IBITHT, 418 VEGF . MMP-2 K 4%, 22 3 ¥ 048
HEE X (P>0.05) . 1675, FILLEH VEGF MMP-2 /K1
AR T WA YT HT, B 2 70 TR B G R B2 A [ B[R] £
VEGF JiGY7 Je 5 4 5 56 8 Ji] (2R 12 Ji MMP-2 ZKPAIC T 4842
PRI G IEALH , 22 A GEi 8 L (P<<0.05) , TR 2,

®2 WHBEABITHIE VEGF MMP-2 /K F LB (X +5)
Tab 2 Comparison of VEGF and MMP-2 levels before and
after treatment between 2 groups(x *s)

il n g VEGF, pg/ml MMP-2,ng/ml

LT A A 60 T 7015744518 593.55 +44.26
HIT4R 2845244570 3103743068
TR 8J 1823344249 253.26£31.07°
T 127 175.50+24.09" 210.62433.05*
97 16 17452+ 2644 06743507
B0 176372528 23324£35.50°
TR 24 170.57+22.30* 240.76:+34.94*
1T 28 17137£2038" 2424543684

EURIAIRAL 60 TR 699.52452.48 599.55+49.35
HIT4R 30963 +40.67° 389,65+ 35.84°
T8I 213453876 305.00433.32°
T 127 2085412255 2675143623
97 16 202.57£20.13° 23649+36.25°
B0 21037421.42° 2387243984
TR 24 20057+19.56" 2438544053
11T 28 195.37+20.84° 279243795

TE: GIRYTRTILAR, “P<<0.05; S S AZ R G R AAZH LA, P<<0.05
Note: vs. before treatment, “*P<<0.05; vs. paclitaxel combined with
DDP group,"P<<0.05
2.2 WMABEIGKRTHLE
PILH IR 2 WA B0 Bl 36 LR, 22 S T ge it

FPEZG 2016 4E55 27 4555 241



X (P>0.05), 103,
x3 MWMABREIGRKRTLEHI(%)]
Tab 3 Comparison of clinical efficacy between 2 groups
[case(%)]

ZEMAERAFAA 60 000 25(4167) 23(3833) 122000) 4167 80.00
LURBEAIA 60 0000 18(3000) 27(45.00) 15(2500)  30.00 75.00
2.3 MEBRETHEREFEHER

Z V9 FEB A R AN A R T R A A Oy (487.59 +
33.32)d, BEAZ BRI A A 20 A 5 JC E JR 2 A Ol (412,20 £
30.48)d, Z P FEEL AR EA4LE & K TR ERECA I , 22
SAGIEFE L (P<0.05),
24 FHBHERITE2ENRIEERILE

L MBS RAALRYT G 2 4E N 23 ] R AT, i
WOy 38.33% ; BIZEER A AL B8 #1697 )5 2 4F NG 28 41
FBEIRIE IR N 46.67 % . IR ERIER LLEL, 25 050
P2EE L(P>0.05)
25 ARRE

W B H 5 AR RYT . 2SS+
BHZHA 2491 £ At B/ VA BERATR 2 461 M 20 A A L 6 461
BTG MR 2 ) 0 R AR T R R RO R AR R
31.6% ; SAZBREMR A EALH AT 3 491 £ S B ML/ INA B2 AT L 3 43 v
PR REAG 7 R A 6 BT R | 2 4514 B Sk B Sk, AN
RN AN 35.0% . LA RN AR, 25
Togeit2# 2 X (P>0.05),
3 ITig

REA S ARSI A, SR [R] JE 20 i A
FESEVEZS Y . B AR T DNA Y 1 IS ) N7 F1 06 51
=, AT 1 DNA #f 8] B P 38 4E , iR DNA 207, BH 1 g g
fifst , T8 DNA A B, T = A R . 2 PU I8 Kb
Jay, FEAERTMAEEA . A& B %A, EEAE
FHAT 554 DNA, 1 ] DNA % [7] 4% P 32 4% , T2 4 ~
DNAZ &Y, T3 DNA & il , sk S A R K E A4 5
SRR RS 259, B e RS B TR S IR
PREFUE R MRS M A 225024

VEGF 1E A —F e 2 g 155 A Al e T 9 IR, 283
S LR T AR AR I 2T 4 TR /NS 5 B i A
FVE I B R 2 Fh AN T AL B AT A I 25 5 3 Py
FZ AN o 2L RN FE Y, AW SE ©OUESE , VEGF 5 i 1 5%
BV ZEA T3 U IR B Bl 595 - 35 VEGF 7K
I 2 IR R N SN 2T, HLBE T kR, VEGF 7Kg
Wit ARG R BN IRITIE , 4L VEGE K
LT RILLE T AT, H 2V e & RIS T A2 Rk
B, 2R BE G E L . XU Z VRN R4
B REICA UEA BE RE i BRI VEGF /K.

MMP-2 £ 8 1585 AR i ad R e R 4 T A . b
9o 0L AR P D BN R AR RS G AR i R T B MMIP-2
SR LA SN0 L AL T . DRI, MIMIP-2 () 35 323 Ut B Jih
IR S B R R BE T YR RS I TT BRI TR R, WFSE AR,
P S A IR 25 5 RS B A MMP-2 /K- i 35 5 T ok L
R, AR BN IBITE , WAL E MMP-2 /K-
W B E T RAEIT T, B2 FRE A - REI4LiG 7 5 26 4
JEE 8 i B 12 J8 MMP-2 /KPR F A2 Bt A5 AT 4L, 25 5+
WHE G E L, ZV0PEA RENALUEE TCil R A A7 10

hEZHE 2016 F5E 0TS 14

FHR T RS AH . XUESE, Z P3RS KRR

Do o 10 0 PR L 20 B R S, I 2 4R v SR BRI I

PILH BB TRIT T 2 AR R AER A, 2 S gt F iE o Xl

W, Z PR R A R R R I e e . P

SRR BOUAT BRI 3R A RN R A AR A, 22 5

gt o XU, Z VTR S R R TT R K Ak

SE RIS DDP AR Y, I A REID A RS 9 & 2R

25 BNk, Z VBRI G RS AL BRI S B IR T I

N SR TR AR Y (B 2 P BRI S R AR R A

VEGF \ MMP-2, 3% Jo 7 i A5 A 301 75 T 00 58 A2 B2 R 45

o TANIRANARIFEA RN, HO A A T RPEA £

FROFSESE— RS

&% 3k

[1] GuthU, ArndtV, Stadlmann S, ef al. Epidemiology in ov-
arian carcinoma: lessons from autopsy[J]. Gynecol Oncol,
2015,138(2):417.

[2] Merabishvili VM, Bogdanova EM, Urmancheeva AF, et
al. Age-related features of morbidity, mortality and mor-
phological verification of ovarian carcinomall]. Vopr
Onkol ,2010,56(2) : 144.

[ 3] Dobrzycka B, Mackowiak-Matejczyk B, Terlikowska K-
M, et al. Prognostic significance of pretreatment VEGF,
survivin, and Smac/DIABLO serum levels in patients
with serous ovarian carcinomalJ]. Tumour Biol, 2015, 36
(6):4157.

[4] Desmeules P, Trudel D, Turcotte S, et al. Prognostic sig-
nificance of TIMP-2, MMP-2, and MMP-9 on high-gr-
ade serous ovarian carcinoma using digital image analysis
[J]. Hum Pathol ,2015,46(5):739.

[ 5] Ranjbar R, Nejatollahi F, Nedaei AA, et al. Expression
of vascular endothelial growth factor (VEGF) and epider-
mal growth factor receptor (EGFR) in patients with se-
rous ovarian carcinoma and their clinical significance[J].
Iran J Cancer Prev,2015,8(4) :e3 428.

[6] Suzuki M, Iwasaki M, Sugio A, et al. BAG3 (BCL2-as-
sociated athanogene 3) interacts with MMP-2 to positive-
ly regulate invasion by ovarian carcinoma cells[J]. Cancer
Lett,2011,303(1) :65.

[7] Ledermann JA, Raja FA, Fotopoulou C, ef al. Newly di-
agnosed and relapsed epithelial ovarian carcinoma: ES-
MO Clinical Practice Guidelines for diagnosis, treatment
and follow-up[J]. Ann Oncol,2013,24 :124.

[81 5KBE= ANMIP T 5 SRR AR & TC 7 IR 7 I
B ELIE A 780O0 AE T o M B ) B R S MR T].
%57 %,2015,35(17) :4 906.

[9] PoonRT, Lau CP, Ho JW, et al. Tissue factor expression
correlates with tumor angiogenesis and invasiveness in hu-
man hepatocellular carcinomal[J]. Clin Cancer Res, 2003,
9(14):5 339.

[10] AFgEER, # M, BOWFS , . TH R JAK2V617F Bt
4 L R I BT AR RO BLRI (0], P e A
2015,95(46) .3 727.

[11]  XUEE, TLLR G S R T~ Lol s A R AR 7
e F R AU A s K L 5 TR 20 M BFL A G 2R (0],

China Pharmacy 2016 Vol. 27 Mo 24 + 3355 -«



Narcotrend 73-Z% 5 5 T P YH By #4283 6 B B B - R SR A 5
= IRpA

KERE A, A ERE(ZEEF - ARERRER,ZH 650032)

hE SRS R762 XHEFRERL A XEHFS  1001-0408(2016)24-3356-04
DOI  10.6039/j.issn.1001-0408.2016.24.14

@ E B3R Narcotrend 245§ T 774 Brdeds fiy 2 4 F Jo At F R & H R E WA a7 ik 52 Bl 3k bi A & kB T AT
F B AR F R B LT R B e R B ST IR A R A L IR R A B R R AT | R B & u 1) S AL IR AR 4
(NI) . 7 78 B o 25 3 () LT3 30 AR (MAP) | fe 84050 B (SpO,) , VAR IR B B 25 69 NI 7018 B e, 2 HTRE B NI S BB B Cn.
FAER R B AR R 4R RRERET L BRI AR 1) 5 SpO, sbAR, 2 F 3 R4t & SL(P>0.05) ;T B MAP B 3% 3 T AR BT, To~
T, B MAP 2 A& T #R BT, B8 B ¢ To>T, > T,>T>T,>Ts, To~Ts B NI 39 2 34K T AR BT, B T,<T . <T.<Ts, £ %3 A %it
2 L(P<0.05); T, ~Ts b S5 AR BEAT FOAR, 2 73 R4 E L (P>0.05), KA I NI A (86.17+5.29), &G B ¢4 (0.96 £0.31)
pg/ml, T3 3% % 0F 8] % (8.26 £ 2.93 )min, & E B NI 5 REE c. 2 AR (r=—0.812) ;NI 53 & 8 7] 2 fi A8 % (r=—0.792);
NI, 7 8 B oo 42 7R BEH TN 37 T AL 69 FAM & 5 5] 4 0.93 #2086, A B HX MAPRAHANLAL RER B LA, &b
Narcotrend 52835 5 T 7 & By 3ed2 4 02, A8/ 70 Mo TR0 B 2 AR ST ) 3 o BB B o 2 e AR vl iR AL, A A T B A 2 38 4 e nd
A, B2 AT,

K82 Narcotrend 22835 5-; R By ; Jede dir % ; 38 AL

Effect of Propofol Target-controlled Infusion on Extubation Time of Patients with ENT Surgery under the
Narcotrend Classification Guidance

ZHANG Peijun, TANG Heng, WANG Li, LI Yanhua (Dept. of Anesthesiology, the First People’ s Hospital of
Yunnan Province, Kunming 650032, China)

ABSTRACT OBIJECTIVE: To explore the effect of propofol target-controlled infusion on extubation time in patients with ENT
surgery under Narcotrend classification guidance. METHODS: 52 patients with endotracheal intubation intravenous anesthesia and
minimally invasive ENT surgery received target-controlled infusion for anesthesia induction and anesthesia. NI value, plasma
concentration of propofol (c.), mean arterial pressure (MAP), pulse oxygen saturation (SpO,) before anesthesia and different time
points in recovery period, the correlation of NI with propofol ¢, of all patients were recorded, and NI with propofol ¢, and time
when extubation was omalysed. RESULTS: There were no significant differences in SpO. before anesthesia and different time
points in recovery period (P>0.05); MAP was significantly higher than before anesthesia at T;, MAP was significantly lower than
before anesthesia at To-T., propofol ¢, was To>T,>T,>T,>T,>Ts, NI was significantly lower than before anesthesia at To-Ts,
and T,<T,<T.<T,, the differences were statistically significant (P<<0.05), and there were no significant differences between
T.-Ts and before anesthesia (P>0.05). NI when extubation was(86.17 +5.29), propofol ¢, was (0.96 £ 0.31) pg/ml, and average
extubation time was (8.26 £ 2.93) min. When extubation, NI showed negative correlation with propofol ¢, (r=—10.812) ; and
decreased with the prolong of extubation time (r=—0.792) ; the predictive rates of NI and propofol c.'s prediction awareness
change in recovery period were 0.93 and 0.86. There were no obvious adverse reactions during treatment. CONCLUSIONS:
Propofol target-controlled infusion under Narcotrend classification guidance can accurately predict the awareness change from no
response to stimuli to shouting and opening eyes, has a high reference value on extubation time.

KEYWORDS Narcotrend classification guidance; Propofol; Target-controlled infusion; Extubation opportunity
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