(i = R At

Journal of Chinese Oncology,2020,Vol.26,No.10

EIFEH ADAM17 HFRIELEHIGKRE X

2 WP WM OHNFE TR, FEE HE FEE f W, M
(VL7578 i = B & Y7048 s B 1A B 92 i & 3t IS R R 2% o g s % B, YT 9%
M 5t 210009)

@ ZE.[HM] Wit ADAM17 £ 510 (nasopharyngeal carcinoma, NPC)41 21 i 3 1k 55 1Ifs PR il
JE B FR AR S5 WA g At it P i AR A T RE S [k ] e AL AR I 72 i) 5 R B A 10
1) T W BT 2H 2L BR A b ADAM17 /) 3235 ; Transwell /)N 28 256 K600 ADAM17 X £ 1 35 41 ffg 42
FRITRAE S RZ M, 8T ADAMIT 23k 55 B s BB 5 I RS B4R W5 1 &R, [ 45
] ADAMI7 7 S g 41 20 b (1) F2 38 K7 I 8 F OB S 4121 (0.204 + 0.016 vs 0.034 +
0.006, P<0.01) ; ADAM17 kK- 5458 M50 I PR 43 309 R0 ik gz K /N (T) JE 56 (P>0.05) , 5 ik
ELEEEE RS (N) B TNM 433175 56 (P<0.05), ADAMI7 32 ik 41 5% 3 ik 41 /B 35 A0 o s A 77
W (overall survival,0S) 43 514 97 A~ H F1 109 4~ H (P=0.0087) . " {3 J& #F g A= 77 ] (progres-
sion-free survival ,PFS)Z351°8 89 4~ H F1 109 4~ H (P=0.0229) ., COX [RlHH K R £ K & 4
Wi 7 ADAMI7 335 J& B s OS i 2l 37 Us N 2 (HR=5.974,95%C1.1.307~27.298 , P=
0.021;HR=4.975,95%CI1:1.016~24.368 , P=0.048 ) , Real-time PCR il Western blot 5% 4% %5 ' .
7N 5B g A AL E R A NP69 A Eb , ADAMI7 76 S 40 i v ik 0l i =, 2 R A 4T
250 3 s Transwell /NE B0 45 K BR UUER ADAM17 J5, 5 si-NC 410 L ,si-ADAM17 4112 28
S5 R 0 A0 AR I s D 22 A SRR S [ 4518 ] ADAMIT A S i 41 ZUR0 41 B rp
W 2RIk, IR 5 NPC B 43 RS | S % UIAE G, TR ADAMILT 235 68 1% A 20 il NPC 44
MR8 S5EHRE T, #E8 ADAMI7 76 S0 R 2B E R b HLA EAEH, A AN
NPC &7 B 5

FE TR SR s 44k ; ADMALT ; Bis

F &4 S . R739.63 SCHRFRIRED A XEHS:1671-170X(2020) 10-0856-07
doi:10.11735/}.issn.1671-170X.2020.10.B002

Expression of ADAM17 in Nasopharyngeal Carcinoma and Its

Clinical Significance

WU Jing,YIN Li,DU Ming-yu,GUO Ye-song, WANG Ting-ting, FAN Yan-xin,
ZHOU Yi-qin, XU Chi,HE Xia

(Jiangsu Cancer Hospital & Jiangsu Institute of Cancer Research & The Affiliated Cancer Hospital
of Nanjing Medical University ,Nanjing 210009 , China)

Abstract: [Objective ] To investigate the expression of ADAM17 in nasopharyngeal carcinoma(NPC)
and its clinical significance. [Methods] ADAM17 expression in 72 samples of primary NPC and
10 samples of normal nasopharyngeal tissues was determined byimmunohistochemistry. The effects
of ADAM17 on the cell invasion and migration was explored by Transwellassay. The relationship
of ADAM17 expression with clinicopathologicalfeatures and prognosis of NPCpatients was ana-
lyzed.[Results | The expression of ADAM17 in NPC was significantly higher than that in normal
nasopharyngeal tissues (0.204+0.016 vs 0.034+0.006, P<0.01). ADAM17 expression was not cor-
related with age, gender, clinical stage and tumor size (T)(P>0.05),but correlated with lymph node
metastasis(N) and TNM stages(P<0.05). The median overall survival(OS) of patients with high and
low expression of ADAM17 were 97 months and 109 months (P=0.0087),and the median progres-
sion-free survival (PFS) was 89 months and 109 months (P=0.0229),respectively. Univariate and
Multivariate analysis showed that high expression of ADAM17was an independent prognostic fac-
tor for OS of NPC patients(HR=5.974,95%CI :1.307~27.298 , P=0.021 ; HR=4.975,95%CI : 1.016~
24.368, P=0.048). Real-time PCR and Western blot assays showed that ADAM17 expression was
higher in NPC cell lines,compared with immortalized nasopharyngeal epithelial cell NP69. Tran-
swell assays exhibited that down-regulation of AMAMI17 significantly reduced the cell invasion
and migration compared with the controls. [ Conclusion] The high expression of ADAM17 in NPC
tissues are closely related to clinical stage and poor prognosis of NPC patients. The knockdown of
ADAM17 can effectively suppress the invasion and migration of NPC cells. ADAM17 may play an
important role in the invasion and metastasis of NPC and might be a new target for NPC therapy.
Subject words : nasopharyngeal carcinoma ;immunohistochemistry ; ADAM17 ; prognosis
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Figure 1 The expression of ADAM17 in nasopharyngeal

cancer (NPC) and normal nasopharyngeal tissues

Table 1 Correlation between ADAM17 expression and
clinical parameters

ADAM17

ADAM17

Characteristics Jow group  high group 2 P
Gender
Female 15 o O 0s62 0453
Male 57 28 29
Age(years)
=49 37 19 18 0.000 0.995
>49 35 18 17
TNM stage
I~ 44 27 17
v 28 10 18 4506 0.034
T classification
T, 29 17 12
1.231  0.267
Tsy 43 20 23
N classification
N 3 8 > 9.769  0.002
Nos 49 19 30
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Table 2 Univariate analysis of prognostic factors for OS and PFS
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Al;\k;/[” . 49  4.249(0.511~35.345) 0.181 1.931(0.517~7.210) 0.328 3647 7E AT W BT b % L ADAM17
expression
Low . 37 1 1 ﬂ‘j miR-145 B/‘JEE% ,ﬁ%‘:{j‘j—: miR-
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A100 == ADAMI17 low expression ~ 100 == ADAM17 low expression
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20T ; 60
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Figure 2 The relationship of ADAM17 expression with OS and PFS
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Figure 3 The expression of ADAM17 in NPC cells
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Figure 5 AMAMI17 knockdown reduced the cell migration and invasion in CNE2 cell
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