5506 H 5 M H E B 2EMEE RN 2R Vol. 26 No.5

2020 4£ 10 H Chin J Otorhinolaryngol Skull Base Surg Oct. 2020
E X a2
DOI;10. 11798/j. issn. 1007 — 1520. 202005004 =N P S

TrKB 5 VECF ZEREAHLAPRHREREREX

AL RE Y # L EHER

(L. s EARER F5 0%k Z 504, 3 d KiF  410005;2. b & K Stk = E R F500% L FH 4, 3
¥ 410011)

# OE: B SHTmENEARKET (VEGE) (B2 R B(TrKB) 76 500 (NPC) ZH 4 (i 3Rk IF L
B FRIB A DM B o3 5 R s IRAFAE I 6 R . IR xﬁﬁﬁ%{“éﬂﬂcﬂﬂ"{ﬁ" 25 K2 NPC Y B E
55 4l B SR A 221 30 f5il v VEGE \TrKB i ([R5 KT, W W 3Rk 25 5o MRIR A AR Ak 50 L g I R 43
R JRUR AL IN I L S 5 B8 FNAT TG I A e RS9 1) 43401, ot P AU i*ﬁa@ Pearson K; 35 357 VEGF [ TrKB 33k
LR KRR BRAE Z e R . SR OVEGF R AT 40k K i A& P Bz 3R vh ¥ 358, TrKB 2 11 BH 44
TR R ZEAL T AN . 7E 55 i) NPC 835,45 (5] TrKB FAPEZR 3K, BAPERIE R K 81. 8% ;47 f4| VEGF FAPE
i%‘i PHYEFR A2 85.4% , 30 Bl & &, A7 3 4] TrKB PHE 5, FH rii'%ﬁéiﬁ 10. 0% ;5 5] VEGF [

i, BRPERE R A 16. 7% . M 2140 TrKB  VEGF FHH Rk K & 5 TS R 441 (P <0.05) ,NPC 221
VEGF 5 TrKB £ ik45 B A G (R =0.716,P <0.01) ; @QVEGF 2[435 5 NPC E’JHET”%%%(P =0.002) JiJRE i
HAEKR/N(P=0.009) KA TEHk L5564 (P =0.001) BB AEC, 5 B H M0 AREY A TIm b5 TR (P>0.05)
TrKB & A G Rs I (P =0.00) JE R HAZEK/N(P=0.00) FIHELEER (P =0.006) W] WA, 5835
PERI RS A TR TE (P >0.05) . 45i€  VEGF TrKB 78 NPC U Z4Urf Rk 00, v GBS NPC 1) kA &
HK, TrKB W HES NPC & TE A XK.

X BRI B ERIEEE B I N AR TR AR

R E 4% S R739. 63

Expression and clinical significance of TrKB,
VEGF in nasopharyngeal carcinoma
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Abstract: Objective To investigate the expression of tyrosine kinases B (TrKB) and vascular endothelial growth
factor (VEGF) , their correlation as well as their relationship to the clinical characteristics in nasopharyngeal carcinoma
(NPC). Methods The expression levels of TrKB and VEGF were determined immunohistochemically in 55 NPC
specimens and 30 nasopharyngitis specimens, and their expression difference was compared. The NPC patients were
classified according to their age, gender, T stage, lymph node metastasis and distant metastasis. The relationships between
their expressions with the clinicopathological parameters were analyzed by bivariate pearson correlation test. Results
(D Both VEGF and TrKB were expressed in cytoplasm. In 55 specimens of NPC, positive expression of VEGF and TrKB
was observed in 47 and 45 with the positive rate of 81. 8% and 85.4% , respectively, However, in 30 nasopharyngitis
specimens, the numbers of TrKB and VEGF positive expression were 3 and 5 with the positive rate of 10.0% and 16.7% ,
respectively. The positive expression rates of VEGEF and TrKB in NPC were significantly higher than those in the
nasopharyngeal tissues ( both P <0.05). A correlation analysis indicated a significant correlation between expression of

TrKB and VEGF in NPC (R=0.716, P <0.01). @The VEGF expression was significantly correlated with T stage (P =
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0.009), clinic stage (P =0.002), and lymph node metastasis (P =0.001) of NPC, but insignificantly with patients’ age

and gender, and distant metastasis (all P >0.05). Meanwhile, the TrKB expression was significantly correlated with T

stage (P =0.00), clinic stage (P =0.00), and lymph node metastasis (P =0.006) , but insignificantly with patients’

age and gender, and distant metastasis (all P >0.05). Conclusions The expressions of VEGF and TrKB are increased in

NPC, which indicates that both of them may be involved in the occurrence and development of this tumor. The expression

of TrKB is probably related to angiogenesis of NPC.

Keywords : Nasopharyngeal neoplasm; Tyrosine kinase B; Vascular endothelial growth factor; Angiogenesis
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