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(EE] ET=58M. BEAEKH T2 (epidermal growth factor receptor, EGFR) 3 [ [ 15 &1k #l 1F W AE 7 4] i vp
AR I AN e #, I S BN R RS LA WM DG . (B AT T EGFREE R AT 78 = BAE b FHLH T, R 5IE
IRFEFREE LR X HLEGFRAEERITE V4 U7 [l 2 A0 v [ 17 40 i f 2 v R DR B 1) 22 57, TR INE R st I PRS2 22 i 5 EGFR A [A]
ZARMMARME, Ak RMEGFR (rs884419) FEPRITE ST H K5 B o il gg I Bt 2014—201 947 1 SRS IA 11918245 1 41) i e £
F AN M A A0 IDNA A 1) 2 A MEE 0, W E S5 AEFEE R 2R, H LR R 5 I R B R I B 2R
TEMIARSeE . B8R S5EGFR (rs884419) FEKRUNAARIAGHIZE FA B AILL, FERR MGG IEH 4 B fEWI2 I AM,
IR S LT = (65.3% vs 84.2%, P<0.05) . EGFR (rs884419) LN Z&MEGHSRH4ER . THish T 7 iRds S vEpus . #
e fiani i GleasoniF 73 ToAH G (P>0.05) o H3EEATHI s S ML, EGFR (rs884419) DM A T =y (20.4% vs
79.1%, P<0.05) . £5i: EGFREEFIAIE S HEFVIZEM G LR e, $EREGFREEN R IE 2 7 il e 2 5 4
WMEER R A R R IE R, AR SR R RGBT DU W B i b e AR A s IR, 59607 ABEAH L, R E T
JldeE £ EGFREL IR 1) A8 e %5y, X2 S VR 97 RO I T4 e 22 B8 i
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[ Abstract] Background and purpose: In prostate cancer, the high expression of epidermal growth factor receptor (EGFR)
gene is confirmed to indirectly promote the migration of tumor cells and is associated with a shorter metastasis-free survival.
However, majority of previous research on the EGFR gene focused on the mechanism and rarely established links with
clinical indicators. This study aimed to compare the genotype differences of EGFR gene in the western countries and Chinese
prostate cancer patients, to explore the correlation between clinicopathological characteristics and EGFR gene polymorphism.
Methods: The polymorphism of EGFR (RS884419) gene in peripheral blood leukocyte DNA of 182 prostate cancer patients
who were treated in Fudan University Shanghai Cancer Center from 2014 to 2019 was detected to compare genotype differences
of EGFR gene in prostate cancer patients between Chinese and the western populations, and to explore the correlation between
clinicopathological and basic characteristics and EGFR gene polymorphism. Results: Compared with patients in the variant group
with EGFR (rs884419) genotypes AA and AG, patients in the normal group with genotype GG had a higher proportion of distant
metastases (M, stage) at diagnosis (65.3% vs 84.2%, P<0.05); EGFR (rs884419) gene polymorphism had no correlation with age
at diagnosis, prostate-specific antigen at diagnosis, metastatic load and Gleason score (P>0.05). Compared with American prostate

cancer patients, the mutation frequency of EGFR (rs884419) gene was higher (20.4% vs 79.1%, P<0.05). Conclusion: The M, stage
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of patients at diagnosis is higher in the normal EGFR genotype group than in the variant group, suggesting that the difference in

EGFR gene expression may be involved in the occurrence and development of prostate cancer metastasis. According to the genotype,

the distant metastasis status of patients at the diagnosis can be predicted theoretically. And due to the high frequency of mutations in

the Chinese patients, EGFR genotype has a stronger predictive value for treatment efficacy than it does in the western population.

[Key words] Prostate cancer; Epidermal growth factor receptor; rs884419; Gene polymorphism; Clinicopathological characteristics
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RAHE N ( polymerase chain reaction, PCR )
P, EGFREIWIR) FEE19H5'-GACAGACTG
GATAAAGAAAATTGTGGTACA-3', Lifi54¥)
5'"-CTCCATCCATGTTCTTGCAAAGTAC-3',
N A FSDNATEIS C R AT, H72215 55
FE52 C R TR &, F58E20 s; 7£68 C R itfTH"
Ha F2E20s, H38MEIR,

1.3 XEKAMNIER

K H &8 “prostate carcinoma” OR

“prostate cancer” AND “polymorphism” AND

“EGFR” fEPubMed%di b AT %5

“EGFR” . “HIZ M 4 O HE R 7 Hh 1 o
T 7 S8 R PR R o FRE KR B[] 2420004
I 1TH—20214F4 1 H . SCERAIAARHE: O 78
20214F4 7 1 H ZHi & R 1 518 s MEGFRIE
PR DG HhseSeiffss s @ BRI A2, i
NI O A AR FEREDE . SCHHERR bR
. @ [F— AR IR EEHE; @ f71E
R A E I . A SCERAEACTE B DL 21

&1 XEMPBEEGFR (rs884419 ) ERMEERE 5%
Tab.1 Distribution of genotypes of EGFR (rs884419) gene in the

America and China

Patient AA+ Mutation P

Country  Ethnicity n GG AG frequency value
America  Caucasian 196 156 40 20.4%  <0.001
China Asian 182 38 144 79.1%

1.4 Gtz abiE

TR (A ) 43 Bk HHE X ok
By HECEER (ANFELEPSA | FERIRIMR | B
B S I L5 ) 3 AT R F Fisherks 8 K6 56 5
K, P<0.05hZERA G FEL, K5
o B g B34 2R FHR-Studio 314 58 1

2 % R

R AR T 15 2 118 SCHR 9 A FNHEBR AR, de )
A — R SCHRA AT (F1) 1200 REFsek
EGFR (15884419 ) AN AGHIAAR) B 1y
GRS, ERB GG B E ML NIEH
4. BTl A SCHERL B 19615 35 [ R4 g
HAZE /A INEGFR (15884419 ) HL[A 28 A7 A 1Y
B 520.4% (40/196) , & HIR2EKHE Mg =
B 1Y 1 82451 iy & i £ v, 457 =D I EGFR
(rs884419 ) HHAR A7 it (EHE 4T A Hardy-
Weinberg V-1 ) 18 579.1% (144/182) ,
FE RS IR R EGEFR (rs884419 ) 78 iR i %
mTEE (P<0.001, K1)

TEXTEGFR (rs884419 ) JL:PH 7 5 i %) i ges
I AR B R AE A T 0TI 2 B, SR A
WIS A FERERAS A E, IE W LB E wIiS T
M R A AR (P=0.028 ) 5 TEGFR
(rs884419 ) H:H 5B A FISHT BRI . B
IPSAZKF- . GleasoniF-43 S 2 T fif 14 o AH &k
(P>0.05, %2, K2) .

100 +

*
1

79.1%

80 (144/182)

60 -

40 |

Percentage of samples/%

20.4%

40/196
20 | ( )

_FUSCC cohort Americ‘a cohort

1 EGFRERRIEINE
Fig.1 Mutation frequency of EGFR
FUSCC: Fudan University Shanghai Cancer Center; **: P<<0.001
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Tab. 2 Clinicopathologic characteristics of patients

(n)
Genotype
Characteristic P value
AA/AG (n=144) GG (n=38)
Age at diagnosis/year X+s 65.6+7.7 64.4+8.0 0.460
PSA level py/(ng-mL™) 0.903
<20 44 12
>20 100 26
Gleason score’ 0.523
<7 29 9
8-10 115 27
Unknow 0 2
Metastasis stage” 0.028
M, 49 6
M, 94 32
Unknow 1 0
Metastases volume 0.582
High 56 20
Low 39 11

": The data in some patients were not available. High-volume disease was defined as the presence of visceral metastases or =4 bone lesions with at
least one outside of the vertebral column and pelvis according to the CHAARTED trial

<rem A ke
:| P>0.05

=8 (n=142)

Gleason
score

M, (1=55)

Stage at
diagnosis

M, (1=126)

Low (1=50)
High (1=76),

Metastases
volume

<20 (2=56)
>20 (n=126)

PSA at
baseline

0 02 0.4 0.6
B2 FEIERFEHFEERS T

Fig. 2 Distribution of genotype in different clinical characteristics
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