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Clinical Effect of Albumin-bound Paclitaxel Combined with Cisplatin and Apatinib in the Treatment of
Advanced Cervical Cancer

QI Man, LI Meng, YANG Fangning, LIU Shaoqing, LU Qiutong, TAO Jingjing(Chengde Central Hospital, Chengde
067000, China)

ABSTRACT: OBJECTIVE To observe the clinical efficacy, safety and economy of albumin-bound paclitaxel combined with
cisplatin and apatinib in the treatment of advanced cervical cancer. METHODS Eighty-four patients with advanced cervical
cancer treated in author’s hospital from February 2018 to February 2019 were randomly divided into control group and
observation group. Patients in the control group were treated with albumin-bound paclitaxel 175 mg-m™2-d~!+cisplatin
60 mg-m~2-d~!, and patients in the observation group were treated with apatinib 500 mg-d~! on the basis of the control group.
Twenty one days treatment for 1 cycle. The efficiency, adverse reactions and ratio of cost-effectiveness were evaluated after 4
treatment cycles for 2 groups. Expression of serum CD3+, CD4+, CD8+ and NK cells were detected before and after treatment;
serum expression levels of decoy receptor 3(DcR3) and Survivin were detected before and after the treatment; follow-ups were
conducted after the treatment to evaluate the survival rate. RESULTS Eight patients(4 for each group) were departed during
the research, so the number of patients of both groups were 38. The total remission rate of observation group(73.67%) was higher
than that of control group(34.21%)(P<0.05). Serum CD3+, CD4+, CD4+/CD8+ and NK cells were decreased and CD8+ of 2 groups
were increased after the treatment(P<0.05), and there was no significant difference between control group and observation group
after the treatment. Serum DcR3 and Survivin were decreased after the treatment(P<0.05); the observation was lower as
compared with control group(P<0.05). The survival rate of 6 months and 12 months of observation group were higher than that
of control group(P<0.05). There was no significant difference of adverse reactions between two groups. CONCLUSION  Albumin-
bound paclitaxel combined with cisplatin and apatinib is effective in the treatment of advanced cervical cancer with controllable
adverse reactions and low ratio of cost-effectiveness, which is worthy of clinical promotion.
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Tab.1 General information of 2 groups
X ) 9 L5310 /451 (Yo)
20531 Ak BMI/kg m™2 i e ELAR/
! & o WA P IR
X B 54.33+9.42 26.8143.68 5.78+0.54 29(76.32) 7(18.42) 2(5.26)
pUEZ:| 53.1248.16 26.17+3.43 5.56+0.49 30(78.95) 6(15.79) 2(5.26)
poL 0.598 0.784 0.094
P 0.551 0.435 0.954
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F2 XREMYEE R ERIT R (n=38)
Tab. 2 Comparison of clinical efficacy in control group and
observation group(n=38) n(%)

A EEEMm WMOa%m e it B fRR
XHRZL  000.00) 13(34.21) 5(13.15) 20(52.63)  13(34.21)
WZEAL  0(0.00) 28(73.37) 4(10.52)  6(15.78)  28(73.67)"

e SXIR4AELE, VP<0.05,
Note: Compared with the control group, "P<0.05.
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Tab.3 Comparison of immune function in control group
and observation group(X L s, n=38) %
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a8 > SRV >, ) VN >

i WITH ATIE TR v
CD3+ 59.10£7.41 54.90+7.22D 59.41+8.02 54.83+7.89"
CD4+ 24.13+2.61 21.43+£2.80" 24.66+3.11 21.58+2.46"
CD8+ 43.85£3.81 45.99+4.01" 42.97+4.63 45.57+4.24D
CD4+/CD8+ 0.56+0.11 0.47+0.13Y  0.57+0.12 0.47+0.129
NK 2 fifl 21.03+3.51 19.23+£2.40" 20.79+3.44 19.01+2.23D

T HIRIFRTAILL, DP<0.05.
Note: Compared with before treatment, )P<0.05.
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Tab. 4 Comparison of serum DcR3 and survivin levels in
the control group and observation group(x £ s, n=38)

1 DcR3/pg-mL~! Survivin/ng-mL™!
) I

WELLH  138.67+17.45 67.45£10.7892 145.51+12.03 75.54+12.46D2
XTHEZH 137.67£19.12  79.14+13.24D  141.78+17.15  89.12+14.04"
H: SWEIFRTALL, DP<0.05; SxtIE4IAHLE, 2P<0.05,

Note: Compared with before treatment, YP<0.05; compared with the
control group, ¥P<0.05.
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Tab.5 Comparison of survival rate of 2 groups(n=38) n(%)

205 6 1™H 124H
popieEiey 32(84.21) 27(71.05)
MEH 37(97.37)Y 34(89.47))

H: SXRAMIL, VP<0.05,
Note: Compared with control group, VP<0.05.
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Tab. 6 Comparison of adverse reactions in control group

and observation group(n=38) n(%)
. FRLG HHE -

4 = LR 3k %
A EIE EAR A s kW A
WMEEA  6(15)  3(7) 12) 1Q2) 0 0 1(2)
X B 21 0 0 0 5(13)  2(5) 0 1(2)

Ve 3512 3231  1.024  0.237 2.104 0.000 1.024
P 0.079 0.074 0.311 0.611 0.614 1.000 0.311

®T 2AEEBRA-MRLLR0=38)
Tab.7 Comparison of ratio of cost-effectiveness of 2
groups(n=38)

21 51 A (C)/IT JTRL(E) % C/E
Xf Rl 22 430.28 34.21 65 566.44
WML 25650.28 73.67 34 817.81
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