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B ZHZH COX-2 . SDHB . HSPOOR ik S5l s B AIE
S BRI RFsE *

MFEAD ETWHE? FRR FEA! BFHE' HKRE!
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AZ B3R5 788 4 23R BALEE -2(COX-2) , 3534 B2 bt U85 (SDHB )  #4k 5.5 & 908 (HSPIOR ) F 34 5 s JR s 22 45 A & TR
WG, TR R RIRAEAN S 6k 3T T8 4] BB SRR A 65 15 SR A% % 20 22 F COX-2,SDHB HSPOOB # ik b5 sl it
A, St R B4 COX-2,SDHB HSPI0B & iA 5 6 Rk BEAF ARG X R AL AB X, PTA & F K7 3 55, HRERE
COX-2,.SDHB HSP90B & ik 1 S ¥ & % 2 4 COX-2 fatbksn COX-2 [t #0 SDHB A48 SDHB [ bk 40 \HSPOOR e b4 |
HSPOOR FAPELR, pbsk &40 &k & Btk L. B BB 22 % COX-2 HSPOOB fatk & 2 3% & T # B3R 18 M ¥ 522042, SDHB Atk
# F EAKT HoE IR KR 22(P<0.05), TNM 44728 IIHIV 31 | P AK40 A 2k € 45 2645 5 B 9B % 20 22 F COX-2 . HSP90R
T 2255 T TNM 4 B4 IHL B &5 40 R e 45 4545 4, SDHB a4 £ 2 38T TNM 45-H8 4 IHIL & o1 R F Ak e
%345 % (P<0.05), Spearman 48 % 547 2.7, SvBE L4 F COX-2 £k 5 SDHB £k 2§ 40 % (rs=-0.462, P=0.008), 5 HSP90R
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ABSTRACT Objective: To investigate the relationship between the expression of cyclooxygenase-2 (COX-2), succinate dehydroge-
nase (SDHB), heat shock protein 908 (HSP90B) and the clinicopathological characteristics and prognosis of nasopharyngeal carcinoma.
Methods: The expression of COX-2, SDHB and HSP90 in 78 cases of nasopharyngeal carcinoma tissue and 65 cases of chronic inflam-
mation of nasopharynx were detected by immunohistochemistry, and the relationship between the expression of COX-2, SDHB and
HSP90R and the clinicopathological characteristics of NPC was analyzed. All patients were followed up for 3 years. According to the ex-
pression of COX-2, SDHB and HSP90R, the patients were divided into COX-2 positive group, COX-2 negative group, SDHB positive
group, SDHB negative group, HSP90R positive group and HSP90B negative group. Results: The positive rate of COX-2 and HSP90 in
nasopharyngeal carcinoma tissue was significantly higher than that in nasopharynx, and the positive rate of SDHB was significantly lower
than that in nasopharynx (P<0.05). The positive rates of COX-2 and HSP90B in nasopharyngeal carcinoma tissue with TNM stage I1I+IV,
middle and low differentiation and cervical lymph node metastasis were significantly higher than those TNM stage I+11, high differentia-
tion and no cervical lymph node metastasis, and the positive rates of SDHB were significantly lower than those in nasopharyngeal carci-
noma tissue with TNM stage I + II, high differentiation and no cervical lymph node metastasis (P<0.05). Spearman correlation analysis
showed that COX-2 expression was negatively correlated with SDHB expression (rs=-0.462, P=0.008), positively correlated with
HSP90RB expression (rs=0.501, P=0.000), and SDHB was negatively correlated with HSP90B expression (rs=-0.438, P=0.012). After 3
years follow-up, 49 cases survived and 29 died, with a survival rate of 62.82%. The survival rate and median survival time of patients in

COX-2 negative group, SDHB positive group and HSP90R negative group were significantly better than those in COX-2 positive group,
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SDHB negative group and HSP90 positive group (P<0.05). Conclusion: The expression of COX-2, SDHB and Hsp90 3 in NPC is relat-

ed to TNM stage, tumor differentiation and cervical lymph node metastasis, and its expression is closely related to the survival period of

NPC patients.
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Bk B9, KT H 908 (Heat shock protein 90 B,
HSPO0B) EHR i AR EE M 51 2 —, BRI,
HSPOOR L5 Wt e (i B 5 AL PO T B I G R, [t
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* | BREBALARBRIMSMEREHLHR COX-2,SDHB HSPIOR FiX1E R LR [n(%)]
Table I Comparison of COX-2, SDHB and HSP90R expression in nasopharyngeal carcinoma and chronic inflammation of nasopharynx[n(%)]

Organization type n COX-2 positive SDHB positive HSP90R positive
Nasopharyngeal carcinoma tissue 78 59(75.64) 21(26.92) 45(57.69)
Chronic inflammatory tissue of nasopharynx 65 10(15.38) 42(64.62) 19(29.23)
x 51.555 21.437 12.148
P 0.000 0.000 0.000

22 BIAEHL P COX-2,SDHBHSPIOB ik 5 R imEHF
ERX R

TNM 73012 TV 3 PRI AT SR 25 5 7% 2 5
FadH4ih COX-2 HSPOOB BHM:A i 2 i T+ TNM 434 0% I+

W A TSk L4 5 R &, SDHB [ i 2K T TNM
Sy 3109 LA oA JC S EL 45 5% 78 4 (P<0.05 ), AN [ ik
Bl AR SRR ZH 2 COX-2  SDHB HSP9OB FH M [ #5G
Geite 225 (P>0.05), W3k 2.

%* 2 BWEALAH COX-2,SDHB HSPIOR Fik 5 RFEHFMERX R [n(%)]
Table 2 Relationship between COX-2, SDHB and HSP90R expression and clinicopathological characteristics in nasopharyngeal carcinoma [n(%)]

Clinicopatholog-
n COX-2 X P SDHB X P HSP90B X P
ical features
Gender 0.272 0.602 0.000 0.984 0.025 0.874
Male 41 32(78.05) 11(26.83) 24(58.54)
Female 37 27(72.97) 10(27.03) 21(56.76)
Age(year) 0.307 0.579 0.209 0.648 0.199 0.656
<60 45 33(73.33) 13(28.89) 25(55.56)
= 60 33 26(78.79) 8(24.24) 20(60.61)
TNM stage 12.083 0.001 12.047 0.001 25.985 0.000
I+]1I stage 31 17(54.84) 15(48.39) 7(22.58)
MI+IV stage 47 42(89.36) 6(12.77) 38(80.85)
Tissue
26.770 0.000 16.661 0.000 9.779 0.002
differentiation
Moderately low
66 57(86.36) 12(18.18) 43(65.15)
differentiation
Highly
12 2(16.67) 9(75.00) 2(16.67)
differentiated
Cervical lymph
9.526 0.002 27.109 0.000 39.301 0.000
node metastasis
Yes 48 42(87.50) 3(6.25) 41(85.42)
No 30 17(56.67) 18(60.00) 4(13.33)

2.3 BAEHALAF COX-2,.SDHB HSPIOR K ikHIHE %14
Spearman AH G AT s, SR AP COX-2 Rik 5
SDHB #3A £ £ ] 56 (rs=-0.462, P=0.008), 5 HSP90B ik £
EAHY (1s=0.501, P=0.000),HSP90R #ik'5 SDHB # ik & fit
HH (1s=-0.438, P=0.012).
2.4 A[E COX-2,SDHB,HSPY0B RiX1E R BIRE BETFS
BREER
JIv A G WA FE 3 R BT (3 4R )25, TRV 1], 4735 49
1], 5ET 29 i), 7715 % 62.82%, COX-2 P41 . COX-2 B4l
BHEAF R R 55.93%(33/59) .84.21%(16/19), HfitEfF

W53 K K 20.8 4 ,28.2 /4~ H ; SDHB [E4H . SDHB [ 141 i
FHAER N 85.71%(18/21) ,54.39%(31/57), A=A
43k 27.6 A~ A ,21.7 A~ ;HSPOOR B4 \HSPOOR [ 120 5
HHEAERIY N 44.44%(20/45) | 87.88%(29/33), i =77
SRR 2324 H ,26.8 A~ H 5 2 Log-rank 65 & B, 50 241
41 COX-2 B4l .SDHB FHYE4 \HSPOOR P ZH A4 47K
rR A A 3 T COX-2 BH:4 .SDHB [ 14 \HSP90R
PR 2H B 3 (x°=4.681 .6.096 .15.654, P=0.030.,0.014 .0.000), /~
[i] COX-2.SDHB.HSP90 B 3 ik 1if i i & W J& H # Ka-
plan-Meier A= 772k DL 1.
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TNM 531k IV ] IS4k A 2000k B 4554 8% 2 S iy 2
4l COX-2 HSP90B BHHE:3 i 3575 F TNM 4310 I+ ] i
SR TERT 25 LR, SDHB B % 241 T TNM 4314
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AHIRGERIE I, SR L COX-2 %Kik 5 SDHB
FIRRFURE, 5 HSPOOR ik 5 IEAHC, HSPOOB #ik 5 SD-
HB Kk 2 FAACE, $#75 COX-2 HSPOB ml fE K44 FIE M,
SE TR 3 WA & 2E . & J&, i SDHB 5 COX-2,SDHB &5
HSPOOB I S HEHE I 1P, CELRBLAR 5 05— B HFGEE S5
SMATF ST o B IR 20 41 COX-2 [ .SDHB FH¥: \HSP9OR [
PEBE AR P AR E LT COX-2 [H1E SDHB [f]
P HSPOOR FHYERE , $m S 4lb iy COX-2 Rk
HSP90B KA A SDHB ik 4 FUm A P, Il R F ]
DLIE T S s 20 21 b COX-2 \HSP90B .SDHB A 1& 0t 1 #:
XS £ A s T DRI (ARG 1

L pTiR, SAREA LU COX-2 HSPIOB 7 =i 3%
ik ,SDHB R HkFRE, S 44i+h COX-2 HSP90R . SDHB
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