- 348 - MREYESHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol18 NO.2 JAN.2018

doi: 10.13241/j.cnki.pmb.2018.02.034

EGFR 3£[H 21 #ME 1 L858R g4 lililityes: &4k v
FEEEY Y R0TAF LEFSE *

I B LRI AR FERE LEEF TEE LIE
(P EE R / BFSERT / S bt BRI RE & K 400030)

BE B : A RALT Fode b4 57 3 EGFR A K 21 4P 27 L858R R X MM BB L)l R A 84 2 550 %h, Fik: i
201251 A ~2016 % 1 A AE /R TG ERR L7 4 954 EGFR £ K 21 4h2-F L8SSR REM MR EE, B L8757 X R
Bl 5~ A AT A (n=54)Fn Fe iy A (0=41) AL 7 20 % F R A — K ALTT 2 AT08 7 , Jed 208 4 R R EGFR & R fe &4 A #4708 97 . &
TR— MRS G tbfri%“fﬂ RIS AR T AP R R R LR AL, sF R A AT AN 1 S, R A AN
Mo BER (DL EEBZE LT EEREHEH 92.59%(50/54), $u.d 28 6.4 2k & B 73.17%(30/41), L5 08 5 & Fied a7 4
(P=0.010), (2Q)s7 AR rww &ia@fa 25.93%(14/54), $e.6135 75 40 0 A 19.51%(8/41), 4R 18] Yudk 2 F £t it 5 & L (P=0.463), (3)
ERridAR Y T B EA 18 BT ,36 Bl GE, BH A FRE AN 66.67%;3emtl B A 24 BT, TP GE, BHERRS
41.46% 497 404 B B 53 T ¥ed 5 55 (P=0.014), 45 »F 7 EGFR £ B 21 4 8 -F L858R & & MiAt s & & wm 5, R AL &
I7 09T AN AT ¥em b7, B F 2 AMAR S L7 897 09 B8 TS R Ie &8 97 4 £.4F

R8T EGFR A B ; L B % 5 MR 5 16 R /7 3L

hESHEE R7342 XEFRATE:A XEHS:1673-6273(2018)02-348-04

A Comparative Study on the Clinical Efficacy of Chemotherapy
and Targeted Therapy for Lung Adenocarcinoma Patients with
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ABSTRACT Objective: To investigate the effects of chemotherapy and targeted therapy on the clinical efficacy and survival rate of
lung adenocarcinoma patients with EGFR gene 21 exon L858R mutations. Methods: A total of 95 cases of lung adenocarcinoma patients
with EGFR gene 21 exon L858R mutation treated in the Chongqing Cancer Hospital from January 2012 January 2016 were divided into
the chemotherapy group (n=54) and target group (n=41) according to the treatment of patients. Patients in the chemotherapy group
received first-line chemotherapy, and the target group was treated with the EGFR gene targeting agent. After a cycle of treatment, the
short-term efficacy and the incidence of adverse reactions during the treatment were compared between two groups. The patients were
followed up for 1 year to compare their survival. Results: (1) the total effective rates of chemotherapy group and target group were
92.59% (50/54) and 73.17% (30/41), which was significantly higher in the chemotherapy group than that of the targeted therapy group
(P=0.010). (2)the incidence of adverse reactions was 25.93% (14/54) in the chemotherapy group and 19.51% in the targeted therapy
group (8/41). There was no significant difference between the two groups (P=0.463). (3) during follow-up, 18 cases in the chemotherapy
group died, 36 cases survived, the survival rate was 66.67% cases; 24 cases in the targeted patients died, 17 cases survived, the survival
rate was 41.46% , which was significantly higher than that in chemotherapy group (P=0.014). Conclusion: The curative effect of
chemotherapy is obviously superior to the target chemotherapy in the treatment of lung adenocarcinoma patients with EGFR gene 21
exon L858R mutations, both methods have equal safety.
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Table 1 Comparison of the general data between the two groups

n Gender Age (age) Stages
Groups ECOG
Male Female B v
Chemotherapy
54 26 28 60.12+ 11.28 18 36 1.47+ 0.28
group
Targeting group 41 25 16 58.61+ 10.02 13 28 1.38+ 0.25
P 0.337 0.500 0.867 0.108

1.2 &A%
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Table 2 Comparison of the short-term efficacy between two groups of patients[n (%)]

Groups n CR PR SD PD Total effective rate
Chemotherapy group 54 22(40.74) 15(27.78) 14(25.93) 4(7.41) 50(92.59)
Targeting group 41 14(34.15) 9(21.95) 7(17.07) 11(26.83) 30(73.17)
P 0.010
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Table 3 Comparison of the incidence of adverse reactions between two groups of patients[n(%)]

Nausea and Dysfunction of liver Neutrophil Digestive tract L
Groups n Total incidence
vomiting and kidney depletion reaction
Chemotherapy
54 5(9.26) 3(5.56) 4(7.41) 2(3.70) 14(25.93)

groups

Targeting group 41 1(2.44) 2(4.88) 1(2.44) 4(9.76) 8(19.51)
P 0.463

23 MEBRBEEEREER
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i3 (10%) 55 %5 . Mt AR 7 2RI R L 22 REUEI T 254901597 e
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