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Abstract

Objectives: The subject of this study is to investigate whether the lung adenocarcinoma patients
accept chemotherapy and the cycles of chemotherapy, whether they accept radiotherapy, whether
they have received targeted therapy and what specific targeted drugs they used and the effect on
prognosis, aiming to find out the influential clinical factors in the prognosis of lung adenocarci-
noma in order to provide a theoretical basis to carry out individualized treatment and prolong the
survival time of the patients. Methods: 168 Patients who first received treatment from January
2010 to December 2012 in the first hospital of Qinhuangdao and diagnosed through pathological
science examination with lung adenocarcinoma were enrolled. These patients do not have other
serious underlying diseases and have never received any anti-tumor therapy. Statistical data are
analyzed by SPSS17.0. Kaplan-Meier survival analysis and Log-rank test analysis are applied to
compare the influences of clinical features on the prognosis. Cox regression model is used for mul-
tivariate analysis to identify independent factors of prognosis in patients with lung adenocarci-
noma. The difference value of P < 0.05 is considered statistically significant. Result: It is found
through single factor analysis that whether they have received surgical treatment or chemothe-
rapy, the number of chemotherapy cycles, and whether targeted treatment has been applied to
them have effect on the prognosis of lung adenocarcinoma patients (P value < 0.05). In contrast,
little effects can be found in factors such as patient’s age when diagnosed, gender, whether they
smoke or not, the number of cigarettes they smoke, family history of malignant tumor, experience
of radiotherapy (P value > 0.05). Statistical analysis showed that there were no significant differ-
ences in the median survival time between who took TKI drugs, who used anti-angiogenesis drugs
and who used both of the drugs (P = 0.230). There were significant differences in the median sur-
vival time between who received targeted treatment alone, who received targeted treatment and
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chemotherapy, who received targeted treatment and radiotherapy and who received targeted
treatment, chemotherapy and radiotherapy (P = 0.020). Cox proportional hazards model showed
that the independent factors affecting the prognosis of lung adenocarcinoma included: whether
patients received chemotherapy or not, chemotherapy cycles, whether patients received targeted
therapy (P < 0.05). Conclusion: Chemotherapy and targeted therapy are independent prognostic
factors in patients with lung adenocarcinoma. Targeted therapy helps to improve the prognosis in
patients with lung adenocarcinoma. The combination of targeted therapy, chemotherapy and ra-
diotherapy can prolong the survival time for patients with lung adenocarcinoma.
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Figure 1. Overall survival curve of lung adenocarcinoma
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Table 1. Prognosis of lung adenocarcinoma in univariate analysis
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Figure 2. Survival curves of different age groups in lung adenocarcinoma
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Figure 3. Survival curves of different sex groups in lung adenocarcinoma
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Figure 4. Survival curves of different Smoking history groups in lung
adenocarcinoma

4. FhBRFEASEIWR A SE 4R A0 R 2k

RALEIA N 242 N, 1. 20 3 FALEF 450N 88.6%. 50.2%. 31.8%. M Al W, fififiies A1z
HBEE T B N 2B K, A Gt 2% 7 (P = 0.004) (KA AAF 2R W14 5).

3.2.5. WaHATT

AWFge, Jof 87 B F Bz U iRy, BAEF N 0.5~68.2 M H, HAAEF N 154 M H, 1.
2. BEAEAFFR N 59.2%. 36.1%. 24.5%. ARFEEZIS YT I B Lt 81 1, SAEAFN 0.6~58 1 H
AN 138 N H, 1. 20 3 FAGFFRDHIN 61.3%. 31.9%. 15.6%. Fiit2% 74T 5 i 2 5 2 1)
WG Z RIS FE L. (P=0.620) (FAHLEAERZL I 6).

3.2.6. ¥B[E)ETT
AW TN L T, N ISR EATT B INAE D%, St 69 ], AN 3.1~65.3 M H, R

©



AR R
1.4 1 7 JE B4
B AT
T — 1-6 1
081 N >6J 1]
N b RATT-I%
i%; N, — 1-6 & -
%0.6- \.I > JE 1M 5k
pea b
B ) 4 i
o4 _\l o
L \
0.2 [ LTS
& M —
0.01
00 200 400 60.0
BAE

Figure 5. Survival curves of different chemotherapy periodicities groups
in lung adenocarcinoma
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Figure 6. Survival curves of different radiotherapy groups in lung adenocarcinoma
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Figure 7. Survival curves of different targeted therapy groups in lung
adenocarcinoma
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Figure 8. Survival curves of different targeted medicine groups in lung
adenocarcinoma
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Table 2. Univariate survival analysis of the prognosis of lung adenocarcinoma patients with targeted therapy
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Figure 9. Survival curves of different treatment modalities groups in lung adenocarcinoma
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Table 3. Prognosis of lung adenocarcinoma in multivariate regression analysis of Cox
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