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E1R%E EGFR.HLA-F F1A/KE
FOERa iy fa a5 E =04

EF Fxk MW WM REF FEWM XHE KILE BB

[HZE] BM REREEKEFZE(EGFR). AXBMBITE FI(HLA-F)RIAKETUN BRE R BT RN E. 7k
FRAREHRALEE, BN 120 G EWBEHRA T EGFR F HLA-F FRIEKE, BEERETVED AEFEMETA, KA
Kaplan—Meier ;5% %4 7780 2, Cox b RBE MBI 4T EGFR M HLA-F FEKESHEH<ER, &R £EGFR A HLA-F £ EH
FEA LR RIPA M FRIAKEIEM R EGFR = (++)FRILE K 70.8%(85/120 ) HLA-F =(++)FIL K K 66.7%(80/120), EGFR F1 HLA-F
FIRKESBENM FR ARREZHBEYTHELM (Y P>0.05). B58%F T.N S EHEHEM(19P<0.05), Cox LEER
JFAHrRIB T 482 PFS M9z £ mE &, EGFR+HLA-F m{E&RIAZ OS MR ¥ MA &R, &EGFR+ & HLA-F RIAMNBEMF
&E, & #MYT EGFR.HLA-FEFKIA, S EGFR+ B HLA-F RiABETEEE , BEEMNEGFR  HLA-F FRiAKFT/E TN
BIRERIER AT TN EE S TEMFIER.

[ X8R ] BWEE REEKAFZE AXAABIEF ERIGHET WE

Expression of EGFR and HLA-F in nasopharyngeal carcinoma and their progrostic value WANG Yong, WU Bo, SUN Huali, et al.
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[ Abstract ] Objective To investigate the expression lgvelstef\epidermal growth factor receptor (EGFR) and human
leukocyte antigen F(HLA-F) in nasopharyngeal carcinoma(NRG) and their predictive value. Methods The expression levels of
EGFR and HLA-F in 120 patients with NPC were detected. by, immunohistochemistry. The survival curve was plotted by
Kaplan—Meier method, and the COX proportional risk’medel was used to analyze the relationship between EGFR and HLA-F
expression levels and prognosis of patients. Results—Ihe.expression rates of EGFR =(++) and HLA-F =(++) in nasopharyn—
geal carcinoma tissue were 70.8%(85/120) and<66.7 % (80/120), respectively. The expression level of EGFR was positively corre—
lated with HLA-F. The expression levels of EGFR and HLA-F were not correlated with gender, age and histopathological types
(P =0.05 for all), however, were correlatedwith T stage and N stage (P< 0.05) .COX multivariate regression analysis showed that
T stage was independent influencing factorg of overall survival (OS) and progress free survival(PFS) of NPC, while low expression
of EGFR and HLA-F were independeht influencing factors of OS, and the prognosis of patients with high expression of EGFR and
HLA-F was worse. Conclusion NPRC patients with higher expression of EGFR and HLA-F have poorer prognosis. EGFR and
HLA-F may be used as molegdlarindicators to predict the prognosis of NPC patients undergoing intensity modulated radiother—
apy.
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JERGER I PE B B e iili . FE TR Z g vh
ATRG NS HLA-F i BE IR FEmiiF o 0 HLA-F 5 8
WRIE ARG, (HEEA A IR RIS iRGE o AR LAt
EGFR Hl HLA-F 7 551 Ji 2 2 v 14 358 7K 7 S iy 5
WG VR SR RO IR YT UG R (8L, i A ARk iR 7 He it
W

1 RS

L1 —fEgekl FRBe 2007 4F 1 H & 2017 4F 12 AYGA
SRR 0T A 120 ), e 55 85 i, 2 35 1), AR i
27~88 %, PIAENA 55 %, U818 Mk i 16
B, AE A S 104 61, 4G UICC 25 7 R IARE,
1499 18 151, 11349 22 f51], M 55 451, IVa 38 25 3], BRI
J7 37 Bl O kY 83 il

1.2 HLA-F 1 EGFR MR gl 48Uk Jr ik &
W 9 28 SUbR AR kg BB 356 T I AE S W B O R B AR A
HLA-F Fll EGFR e 41 41k kaiml i 770 43 5 i s b A
HLA-F B35 F 414 (mAb EPR6803, 1:300, 3£ [ Abcam
INTEFE A FRPT EGFR 2 A 8 5g B PTiAR (18986-1-
AP, TP E R = AR EOR A R A =), ¥ I
W S ERAE B T8 . LA 1gG1 3P HLA-F B
Ja VE A B BE, R PR 9 21 23 F BH 1 X6 B EGRRG
B XT B ] PBS {0 —3t. EGFR Fll HLA R H
BE P e o 2 2 A 0 sl A €, L o7 400 L BRI (=50
£ i 5

1.3 S55LHIMT 2550 5 b e B B SR Ak ST BUE
TN, AR Y) R BEALEL 5 1400 A% OLIET, L) Y £
5 B 45 A PHAPE Q0 I B0E 2 LLZRE i a0, 0 43 R Bk
(=), 1~4 50 NS BAYE(+) , 58 R P B BHPE (++) ,9~12
I3 R AR (444 ) 0 0~4 5375 R IRFRIR, 5~12 43 R
[SE L

L4 RYT T BE DA A AL B35 2 0% B 12
J& , NSRS I HRIT . 2% RTOG 0615
FHEEFRAES BEA AL TR SRR . BT AT 2 bR 75
H 706y 242Gy/F , SR [ 45 5% B A HE 5 5] i 66Gy
2GylF, Rl X IR 5 H 550Gy, 2Gy/F, I PRA> 514 1T~V
0 R B R 25 AR Y | B 5 AT B80T I i Bh Ak

7, 5 ST sl B AT iy LA A Bl A XL 24 =
HRG TS RIS I7 58 4 A A 30~40mg/m?,
T 19 11 58 28 R A o AR H B AR R i R R SR T
ANHBE BT R IG T ABEDT, 1/ 2 4E45 3 D H 5
3T IR AR AR AT — IR BEY , ARERBEE 2 B E
TR BT o e BE B 17 A 2540 45 42 T ) (ARG S il B A
AR A — UG ES MR1. BB [R] L2 B B BTG
R RS TBORREEY H ., AR E 4324 4
H(10.6~100 ™~ H ). %ﬂ:%ﬁiﬁﬁﬁ(progression—free
survival , PFS) & SC R« N2 T i 22 Aol yeg A A 7 1)
sl (AR ST Z R B TE . B4 A7
(overall survival,0S)E K - NHRIZIT I 2 (RATAa] J5
VAET B ]

1.5 Seil2eabs SRJH SPSS19.0 il #k . ihitvs
BN 257, 2H 8] PO I ST REAS ¢ K 56, THH0%E
B TR] L 3R FHAG K o Kaplan—Meier A= 77 #h 28 43 #r
PFS Fll OS, 217319 LL AR H log—rank £ 465 . >R HI 5
P2 % K R Cox LB KU LAY Al EGFR Al HLA-F
WP S B AT XU, o 2 11 38 38 /K 1 6 R 43
s Spearman 2 AHC . P<0.05 A2ZEFAGIF
=

2 #£R

2.1 AAFRIFET A G R FRAE Lha MR PR P45
BB A A BT A, P4 B I RARAE LA DL
* 1.

H % 1 A0, A AE BB T B 1 0 AR g S 7Y
B2 S AT 2FE L (3 P >0.05), M4EE T 4
W ON SR R 2 0l 22 R A Gt F s (1
P<0.05).

2.2 120 ] S0 5 EGFR Il HLA-F 263k /KF- 5 i
IRFFIEX R L3 2,

32 AT, EGFR = (++) £ iAFE K 70.8%(85/
120),HLA-F= (++) Fik*H 66.7%(80/120). EGFR,
HLA-F Fk /K5 835 MRS AR IS 41800 Bl 40 A
[ TCAH I (B P >0.05), 5 85 T /030 N 203
Il ARSI AHOCHE (3 P<<0.05).

R EAPRBET R IR RAFAE L (1)

i 531 epE e T 5+ N 4 I R 4344
217 n —_— TR ()
% 5y Bi K i | SR A T, Toy No Nia I I~Na
AR 80 60 20 51.70 + 12.31 7 73 33 47 25 55 17 63
BETd 40 25 15 59.90 + 11.26 9 31 6 34 2 38 1 39
P4 0.410 0.007 0.530 0.009 0.001 0.005




ATES 2019 G5 4155 17

£2 120 GISIEHEH ECFR HLA-F R0k PS5 I REER S R (1)
I PR AE EGFR : i i HLA-F - Pl
- O [K#ik(n=d0)  Fi&ik(n=80) X
51
5 85 25 60 0.008 0.927 29 56 0.081 0.777
k'S 35 10 25 11 24
A
<55 % 64 18 46 23 41 0.15 0.698
0.023 0.88
=55 % 56 17 39 17 39
R B2
it il 16 5 11 5 11 0:036 0.849
0.039 0.844
e Eieid] 104 30 74 35 69
N 44
No 27 13 14 18 9 18.44 0.000
9.49 0.023
Nis 93 21 72 22 71
T 434
T, 39 16 23 21 18 17.49 0.001
15.26 0.002
T 4 81 19 62 16 65
R 3 120 Fil B EE EGFR HLA-F Fik/K M PFS.0S Y8R 254047
W Prs P o P
/\/ gl R
i HR(95% CI) HR(95% CI)
T 4T, vs To~Ty) 3.451(1.292~9.214) 0.013 2.281(1.229~4.232) 0.009
N 238 (No vs Nys) 6.047(1.417~25.804) 0.015 8.581(2.068~35.612) 0.003
EGFR+HLA-F(flk3535 vs F#15) 3.503(1.499~7.186.) 0.004 9.776(3.824~24.990) 0.000
EGFRUIEZEIE vs mi#RiR) 2.942(1.100~7.369) 0.032 4.616(1.808~11.784) 0.001
HLA-F(fIXIA vs H#ik) 2.183(0.908~5.249) 0.044 6.863(2.441~19.298) 0.000
FER (<55 % vs =55 %) 1.229(0.561~2)694 ) 0.607 2.423(1.254~4.682) 0.008

2.3 HLA-F fil EGFR A7k - UL SHM 58k ey 7 350
SRR R 3.

2 3 WL, AR AT T 4391 N 2001 \EGFR
FkAKT HLA-F Rk T EGERAHLA-F Fik K P2
U SRR R PES (OSAHYEZHAE 28, 4RI OS BYs2me
2.4 HLA-F | ECER &0 /K ¥ il 5T 38 5 7 11
JRIIZH R4 L 4.

34 1T 0 Z M R T AMULE B PFS fY

x4

ST S K 2 EGFR+HLA-F 22357 2 0S fit
SRR

2.5 HLA-F Fl EGFR 5 & WA 98 I8 5 507 05 19 OC &
Kaplan—Meier ZE 774 7304 W5, 5 EGFR (5 HLA-F
FBEHY PFS HI OS ¥ 22 TRRAH (B 1.2, WUAd ). R
#it EGFR.HLA-F Kik/K-F5r 40, 43 N & EGFR+H
HLA-F .5 EGFR+Ik HLA-F It EGFR+/= HLA-F FX
EGFR+{k HLA-F 4 4, R Kaplan—Meier 4= 77-#h £ 53
M, i EGFR+%E HLA-F 1 PFS Fll 0S 42T HE

120 il B2 R B EGFR \HLA-F ik KCEHM PFS . 0S M Z R R i

PFS
HR(95% CI)

GALSES

0S
PfH PfH
HR(95% CI)

T 433 (T, vs T~T,) 4.700(1.832~11.866)
N 43+ (Ny vs Nis) -
EGFR+HLA-F(flk3ik vs m3ik) -
EGFR(IKFRIE vs H3R35) -
HLA-F(fIKFIE vs Hi434) -
AR (<55 % vs =55 %) -

0.001 - -

- 16.055(1.411~182.337)
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HE 3, WAGR U)o 00 iR, T4 EGFR =3Rik
34451 (85.0% ) , HLA-F 5 %3k H 35 1 (87.5% ) ,EGFR+
HLA-F 55353k 34 1 (85.0% ); 4= 720 EGFR 5235 50
11(62.5% ) ,HLA-F 41k 45 11(56.3% ) ,EGFR+HLA-
F Rk 33 41)(41.3%).

2.6 HLA-F 1 EGFR # 1 &AM C P HLA-F #l
EGFR %35 K F-76 &0 e 4 40 2 IE M ¢ (7=0.28,
P=0.002).

3 it
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XA mRNA, 455 % Bl HLA-F mRNA &3k, £
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NPC #1166 151 g 5 & J 3 0 A7 90 0 8 Hh AL 46

HLA-F 7EN Y 74~ HLA 25 SRR IR 2 851 (SNP),
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HLA-F 5 B9 B W5 A M, 3 B &3 HLA-F
FEIRFN bR I AR AR L AR R L I BV R
SEME, R KCE SFPIESY s HIA-F 78 1T 40 e b iy
FEIRRIMST TG R R F o ARG s HLA-F BHPE B
FIRRA 85.3% , F 2 iKF N 66.7% . HLA-F = #ik4]
B PFS.0S B 25 MR IA 4 . FET- 41 HLA-F i
FIK BT MTLS o HLA-F 357K 5PE 5] AEH |
RS RITCOC, M5 TN A5G, £ W] HLA-F %Kik
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A5 B EGFR Fl HLA-F F63k /K4 B 1A
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S HLA-F #6315 7K 72 PFS.0S (A £, (HEZHE
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H% (P=0.025). /& EGFR+/ HLA-F Fik#B ¥ 54F
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EGFR+/5 HLA-F ()& & kb, #8278 EGFR \HLA-F =ik
REFE =y S R A O U AEYE . X T BB S EGFR 5 HLA
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Sk 305 o9 b EGFR G o 70 #i SHP -2/STAT1 5 &
HLA F,HLA T 284> F VA5 EGFR #4777 %4 ik
FEAAOC, B EGFR I 550 a] LA B EGFR 755 1) 5% 1k
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TR T O P 40 A

25 BTk, AR UCH HLA-F 87K P52 5
IR 98 R0 3 TR O U B AL T IR , HLA-F (335K
SEAE SR T B IR R Lo AR EGFR F HLA-
F 2R KA BT SR8 PR S 0 PiUS 953 M o HLA-F
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GERAEAERE I
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