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ABSTRACT Objective: To analyze the efficacy and safety of recombinant human endostatin combined with cisplatin in the
treatment of elderly patients with advanced non-small cell lung cancer (NSCLC). Methods: 82 elderly patients with advanced NSCLC
were selected and randomly divided into the observation group and the control group, with 41 cases in each group. The patients in the
control group were treated with chemotherapy, while the patients in the observation group were treated with combined recombinant
human endostatin on the basis of the control group. Then the clinical therapeutic effects, the clinical remission rate (CRR) and the clinical
benefit rate (CBR) in the two groups were observed and compared. The changes of Karnofsky scores, serum carcinoembryonic antigen
(CEA) levels before and after the treatment of the two groups were observed and compared. The patients in the two groups were followed
up, and the overall survival (OS) and the time to progression (TTP) of the patients in the two groups were observed and compared. The
incidences of the adverse events during the treatment were observed and compared. Results: CRR and CBR of the patients in the
observation group were significantly higher than those in the control group, and the differences between the two groups were statistically
significant (P<0.05). There were no significant differences in increases of Karnofsky scores and decreases of serum CEA levels between
the patients in the two groups (P>0.05). The estimated median of OS in observation group and the control group were 16.720 and 14.590
months. The estimated median of TTP was 6.260 and 4.770 months. There were statistically significant differences in estimated median
of OS and TTP between the patients in the two groups (P<0.05). There were no statistically significant differences in incidences of
adverse events between the patients in the two groups (P>0.05). Conclusions: In the treatment of elderly patients with advanced NSCLC,

the application of recombinant human endostatin on the basis of chemotherapy including cisplatin can improve the treatment efficiency
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and benefit of the patients, prolong the survival time and improve the prognosis of the patients, and no increases of the incidences of

adverse reactions are observed.
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Table 1 Comparison of the clinical characteristics between the two groups

Clinical characteristics Observation group(n=41) Control group(n=41) x? P
Gender
Male 28 30
0.236 0.627
Female 13 11
Age(years)
>65 25 24
0.051 0.822
60~65 16 17
Clinical stage
[1IB 15 18
0.456 0.499
v 26 23
Pathology
Squamous cell carcinoma 19 18
Adenocarcinoma 20 22 0.456 0.796
Others 2 1
Metastasis
Lung 13 16 0.480 0.488
Lymph node 14 13 0.055 0.814
Liver 4 3 0.156 0.693
Brain 5 4 0.125 0.724
Bone 11 12 0.060 0.806
Previous therapy
Operation 6 8 0.345 0.557
Chemotherapy 10 8 0.285 0.594
Radiation 5 6 0.105 0.746
Karnofsky PS score
80~90 21 23
0.196 0.658
60~70 20 18
*2 WMABRELRTAOLE
Table 2 Comparison of the short-term effects between the two groups
Therapeutic effects (n) CRR CBR
Groups n
CR PR SD PD (n,%) (n,%)
Observation group 41 1 15 19 6 16(39.0) 35(85.4)
Control group 41 0 7 17 17 7(17.1) 24(58.5)
XYZ 0.432 4.895 7.312
P 0.672 0.027 0.007
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Table 3 Comparison of the changes of Karnofsky scores and serum CEA levels between the two groups

Groups n Increase of Karnofsky score Decrease of serum CEA level(ng/mL)
Observation group 41 2.54+ 8.69 29.18+ 19.55
Control group 41 2.06+ 9.13 28.24+ 21.02
t 0.244 0.210
P 0.772 0.796

R4 MNEEH OS 1 TTP BfEIHER 95%EEX
Table 4 Estimates and 95% Confidence Intervals of OS and TTP of the included patients

95% Confidence Interval(months)

Items Estimate (months) Std. Error (months)
Lower Bound Upper Bound
(O] 15.970 0.576 14.840 17.100
TTPO 5.600 0.166 5.274 5.926
&5 FWASRE OSH TTP WG THER 5% EFXEHI LB
Table 5 Estimates and 95% Confidence Intervals of OS and TTP of the included patients
Estimate Std. Error 95% Confidence Interval(months)
Items Groups x? P
months months ower Boun pper Boun
(months) (months) Lower Bound ~ Upper Bound
Observation group 16.720 0.792 15.167 18.273
oS 7.541 0.006
Control group 14.590 0.853 12.918 16.262
Observation group 6.260 0317 5.639 6.881
TTP 27.335 0.000
Control group 4.770 0.244 4.292 5.248
1.0 1.0
0.8 0.8 ﬂg;.:;;::up
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Fig.1 Kaplan-Meier survival analysis curve on OS and TTP of the
included patients
Note: (A) Kaplan-Meier survival analysis curve on OS of the included
patients; (B) Kaplan-Meier survival analysis curve on TTP of the included

patients.
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Fig.2 Kaplan-Meier survival analysis curve on OS and TTP of the patients
in the two groups
Note: (A) Kaplan-Meier survival analysis curve on OS of the patients in
the two groups; (B) Kaplan-Meier survival analysis curve on TTP o the

patients in the two groups.
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Table 6 Comparison of the incidences of the adverse events between the two groups

Adverse events Observation group(n=41) Control group(n=41) x? P
Neutropenia 14(34.1) 16(39.0) 0.210 0.647
Anemia 15(36.6) 13(31.7) 0.217 0.641
Reduced albumin level 6(14.6) 5(12.2) 0.105 0.746
Renal disfunction 2(4.9) 2(4.9) 0.000 1.000
Elevated ALT/AST ratio 6(14.6) 8(19.5) 0.345 0.557
Nausea/vomiting 17(41.5) 15(36.6) 0.205 0.651
Stomachache/diarrhea 5(12.2) 7(17.1) 0.390 0.532
Fatigue 3(7.3) 5(12.2) 0.554 0.457
Neuropathy 8(19.5) 7(17.1) 0.082 0.775
Muscle soreness 6(14.6) 6(14.6) 0.000 1.000
Palpitation/chest distress 5(12.2) 2(4.9) 1.406 0.236
Arrhythmia 9(22.0) 6(14.6) 0.734 0.391
ECG ST-T change 6(14.6) 4(9.8) 0.456 0.500
Fever 6(14.6) 8(19.5) 0.345 0.557
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