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[ Abstract ] Background and objective Epidermal growth factor receptor (EGFR), a transmembrane protein, is
a member of the tyrosine kinase family. Gefitinib, an EGFR tyrosine-kinase inhibitors, has shown a high response rate in the
treatment of lung cancer in patients with EGFR mutation. However, significant differences in EGFR mutations exist among dif-
ferent ethnic groups. The aim of this study is to investigate the prevalence of EGFR mutations in Uighur lung adenocarcinoma
patients by using a rapid and sensitive detection method and to analyze EGFR mutation differences compared with Han lung
adenocarcinoma patients. Methods We examined lung adenocarcinoma tissues from 138 patients, including 68 Uighur lung
adenocarcinoma patients and 70 Han lung adenocarcinoma patients, for EGFR mutations in exons 18, 19, 20, and 21 by using
the amplification refractory mutation system (ARMS) PCR method. The mutation differences between Uighur and Han lung
adenocarcinoma were compared by using the chi-square test method. Results EGFR mutations were detected in 43 (31.2%) of
the 138 lung adenocarcinoma patients. EGFR mutations were detected in 11 (16.2%) of the 68 Uighur lung adenocarcinoma
patients and in 32 (45.7%) of the 70 Han lung adenocarcinoma patients. Significant differences were observed in the EGFR
mutations between Uighur lung adenocarcinoma patients and Han lung adenocarcinoma patients (P<0.001). Conclusion
Our results indicate that the EGFR mutation in Uighur lung adenocarcinoma patients (16.2%) is significantly lower than that
in Han lung adenocarcinoma patients (45.7%).

[ Keywords ] Lung neoplasms; Epidermal growth factor receptor; Real-time polymerase chain reaction; Gene muta-
tion
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1.3 SEHF5ZYEPCRY 1 SR FHARMS ( amplification refractory
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Fig 1 Histogram comparison of EGFR mutations between Uighur lung
adenocarcinoma and Han lung adenocarcinoma. EGFR: epidermal

growth factor receptor.
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Tab 1 EGFR mutation comparison between Uighur lung

adenocarcinoma and Han lung adenocarcinoma

EGFR gene Uighur lung Han lung P
adenocarcinoma  adenocarcinoma

EGFR mutations n 32

EGFR wild-type 57 38 <0.001

Total 68 70

% 2 EGFREESNBFI95HBFURED
Tab 2 The analysis of EGFR mutations in Exon 19 and Exon 21

Mutated EGFR Uighur lung Hanlung P
adenocarcinoma  adenocarcinoma
Exon 19-deletion 6 12
Exon 21-L858R 5 20 0.48
Total 1 32
3 g

EGFRJE TR K AE K FEbBRIE, ZE A
HER1, HER2, HER3FIHER4JU/N Y 7t . EGFRZ—Fi4f
MR A2 A, B LI86 MBI AL, 41 H170
kDa, [ = /NIHREAIFIMSEFIA N, GAEIEAMX . P
DX FIZII P A T 28 R IX ) M EGER S HAR R HO 5 54 T
SEIE, RS T 2RISR R, WA Z AN
i S R VA AR M AV T AR E iR Ak, 0 Sl I IR R
famg, TS AN — R IE i,

EGFRIENTEZ P Mg S AFE R B ot Kk, JF
I HR RS-0 B R E R AR R I EE AR RS . H
Hi, # FHEGFR-TKIs F ZAFEH R AL IEEE, &
BIT IR A R 258, R, 22 PIXT EGFREE
A5 FRH A ORIk 80% LA I, T B A AU RS LT
HYIFsL, B, Kol EGFRIY AR Ol il ALy 7 il &
BhREY . WERM, AE A EGFRIEAZ R 22 5
B, Schmid % K ris %7 o X KR s (1 9F 5
P, E=hnZ A (Caucasian ) ififig EGFRIE SR A7%-17%
L U050 3k ok 2 02491 i gt 0 4 L, R R 50 A 1 A
JEEGFRZEASHN75.3% , Han " FIHsu 2 PO F 5Tk — 2
T, AR It i EGFREE S 3242 30%-62% . At
G YO AEE IR R R EGFRSEAEHEA TGN, A6r I 45 2R
R B IR AR EGFRIES AL 20 16.2% , I AR 2 1]

AR TR DUl B B EGFRIE AL 2, W = TR & A
EGFRZEAL AR, A5 6 2t I 15 M 983 E GER € 25 A5 )
MG REAERME T EESHER, A s T RE A
AEIBYT

MHBIE AR, DURNS H ARG I F 40 K
(S 1PN B L7 DN I 32N YN LS PN
Fiti A R ki 22 1] o AR S K ki A B9 EGFR A%
R, R R T RO KBt (1) Al 983 EGFRIEAZ R AAIK,
Y B IR RN T KSRGS AR A F W 2Z 0], il EGFR
R 258 M KR A i 28] 245 S0 A i R 300 1 98 48 8 340 W 1 K 17
0

Jifi i 58 EGFRIE K A1 B 1~ 198l 2% S8 A8 J2: 75 A s e 2
Z9VE R SCBRRE A5, LR 2R S AR ] 5 | s 2 R VA I 25
PSR A S IR AR SE I B . MTTT S BEGFR-ATPZ 4
SEA GRS, R AR e R 5 2 A B AL
A5, I B I ATPHE AT BT E GERIKEGE 1L . AHr
SR T 68514 R HE AN 70D I IR FEEGFRIE [N, %
MEGFRE AR HN31.2%, HEEIR IR IEAEHH16.2%,
Forp Ah i F-19-del 58 48 ) 28 A B 1Ry, o 2848 LL Al 1Y
54.5% . TEDUGHEGFRIEAE#HK145.7% , HhAh 11911
BRI GEAR I R AR AT 12061, AR B 937.5% , HEE
IR TEEGFRIEER A i - 196 55 (1) 58 A48 32 W w8 T U Y
AT 198 BRAR I SR AR R S AT B A JK R M i oA
EGFRILHAMB F 195848 R 5VURIMNE F 19848 22 50
Giil2EE L (P=048) .

L5 TR, A9 R B A R I iR 9 5 5 EGFR
FE R 2845 B B AL F K E DU EGFRIL [H 2845 % . EGFR
FE R 98748 S EGFR-TKIs 25 WGy 7 U PE RN ARG, T
EGFR[H 58 A5 R 1 BEEGFR-TKIs [ 25 ¥4 1407 2 %
G R B AR R TR, A9 1 IR B LA SR I il I 1
EGFREEAER(GE., W LONIGIREAERMAT 5555, ()
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