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[ Abstract] Objective: To retrospectively observe the clinical efficacy and adverse effects of two sequential therapeutic
modes, chemoradiotherapy-EGFR-TKI-chemoradiotherapy ( RCT-TKI-RCT) and EGFR-TKI-chemoradiotherapy-EGFR-TKI
( TKI-RCT-TKI) , in advanced non-small cell lung cancer (NSCLC) patients with positive EGFR gene mutation. Methods :
The information of 46 advanced NSCLC patients with positive EGFR gene mutation were collected. Twenty-six patients were
treated with RCT-TKI-RCT and 20 patients with TKI-RCT-
[fmB#]  2018-07-03 [fZEIR#] 2018-08-27 TKI. The patients in both groups were followed by second-line
[E€mB] ViR ER K% EEI S (45:20130390) 5 treatment after their first-line treatment failed , and their pro-
U R R K 2= B 5 B 75 41 34 (G5 : 14066) gression-free survivals ( PFS) 1 were recorded. After failure of
[EifEE]  © 2A0Y%, E-mail: wjb6147@ 163. com second-line treatment, third-line treatment was performed and
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PFS2 was obtained. All patients were followed up until they died, and overall survival (OS) of them was obtained. PFSI,

PFS2, OS and adverse effects of both group were evaluated. Results: There were no statistically significant differences be-

tween the two groups in clinical features, including age, KPS, history of tobacco use, EGFR mutation status and initial me-
tastasis site. The median PFSI of patients in the TKI-RCT-TKI group was longer than that of patients in the RCT-TKI-RCT
group. The difference is not statistically significant (6.6 months vs 5.3 months, P =0. 077). The median PFS2 of the for-

mer was also longer than that of the latter. The difference was not statistically significant (6.3 months vs 5.0 months, P =

0.646). There was also no statistically significant difference in median OS between the TKI-RCT-TKI group and the RCT-
TKI-RCT group (21.3 months vs 21.0 months, P =0.506). The adverse effects of the TKI-RCT-TKI group were relatively

slighter, but there were no statistically significant differences between the two groups in diarrhea, rash, hematotoxicity of IIl

~ IV degree, nausea and vomiting etc. Conclusion: PFS1, PFS2 and OS of the TKI-RCT-TKI group were longer than those

of the RCT-TKI-RCT group, and the adverse effects of the former were slighter.
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Table 1. Characteristics of All Patients

RCT-TKI-RCT  TKI-RCT-TKI

Variable (n=26) (n=20)

Gender 0.510
Female 16 14
Male 10 6

Age 0.948
Range 40 ~61 46 ~63
Median 51 51

KPS 0. 858
80 14 10
70 12 10

History of tobacco use 1.000
No 18 14
Yes 8 6

EGFR mutation status 0.917
Single point 18 16

(Table 1 continues on next page)
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( Continued from previous page)

RCT-TKI-RCT  TKI-RCT-TKI

Variable (n=26) (n=20) 4
Multiple point 8 4
Initial metastasis site 0.490
Brain 10 14
Bone 20 10
Lung 18 8
Viscera & distant 6 4
lymph nodes
Treatment 26 20
First-line Chemoradiother- b gy
apy
Second-line EGFR-TKI Chemoradiother-
apy
Third-line Chemoradiother- o pp gy

apy
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Figure 1. Details of Treatment in Patients of Two Groups

AP pemetrexide + cisplatin; TP: paclitaxel + cisplatin; GP:
gemcitabine + cisplatin; RT: radiotherapy; CT: chemotherapy
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Table 2. The Metastasis Sites after Failure of First and Second Line Treatment in Patients of Two Groups

Metastasis site RCT-TKI-RCT n ( %) TKI-RCT-TKI n (%) I 4
1-PD 0.989
Brain 8 (30.7) 8 (40.0)
Bone 14 (53.8) 12 (60.0)
Lung 16 (61.5) 12 (60.0)
Viscera & distant lymph nodes 2(7.7) 2 (10.0)
2-PD 0.772
Brain 12 (46.2) 8 (40.0)
Bone 14 (53.8) 14(70.0)
Lung 12 (46.2) 14(70.0)
Viscera & distant lymph nodes 4 (15.4) 8 (40.0)
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Figure 2. Comparison of PFS1 after Failure of First-line
Treatment in Patients of Two Groups

1. RCT-TKI-RCT group; 2. TKI-RCT-TKI group
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Figure 3. Comparison of PFS2 after Failure of Second-line
Treatment in Patients of Two Groups
1. RCT-TKI-RCT group; 2. TKI-RCT-TKI group
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Figure 4. Comparison of OS in Patients of Two Groups
1. RCT-TKI-RCT group; 2: TKI-RCT-TKI group

Table 3. Comparisons of Treatment-related Adverse Effects between Two Groups

Adverse effect RCT-TKI-RCT n( %) TKI-RCT-TKI n( %) P
Hematologic and gastrointestinal adverse effects (grade I ~ IV)
Neutropenia 16 (61.5) 6 (30.0) 0.142
Thrombocytopenia 8 (30.8) 2 (10.0) 0.242
Anemia 6 (23.1) 2 (10.0) 0.422
Nausea/vomiting 20 (76.9) 8 (40.0) 0.079
General adverse effects (grade 1 ~ 1)
Paraesthesias 10 (38.5) 4 (20.0) 0.619
Skin rash 20 (76.9) 14 (70.0) 1.000
Diarrhoea 8(30.8) 4 (20.0) 0.917
Paronychia 2(7.7) 2 (10.0) 1.000
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