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Expression and significance of NF-xB and PKCB Il receptor in gastric carcinoma ZHU Li,ZOU Sai-
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[ Abstract] Objective To detect the expression of NF-kB and PKCR Il in gastric carcinoma ,discuss
their correlation in gastric carcinoma tissues and the relationship with clinicopathological parameters .
Methods The expression of NF-kB and PKC Il was examined in 143 cases of gastric carcinoma and normal
gastric mucosa tissue with immunohistochemical technique. The datum were analyzed with X  tests.
Results The expression rate of NF-kB in carcinoma tissues was 67. 1% ,which was significantly higher than
that in normal tissues (21.6% , P <0.05). The expression rate of PKCB Il in carcinoma tissues was
58. 4% ,which was significantly higher than that in normal tissues (30.8% ,P <0.05). Both of them were
positively related to the histological type, depth of tumor invasion and lymph node metastasis .
Conclusions NF-«kB and PKCB I are overexpressed in gastric carcinoma and related to the histological
type , depth of tumor invasion , lymph node and TNM stage. Both of them may cooperate with the development
and progression of gastric carcinoma . Joint detection of the two types of indicators may play an important role
in studying the development and progression ,prognosis and targeted therapy of gastric carcinoma .
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2. GERHE NF-xB Fl PKCB T BAMEYL (8 AR 2 (A st €, S0 T ML, SR E it omiEss &
Berry M)/r400% e AR BT i e A7k e 6 5 BT BEAR R 0 0 4, e IR 1 o, e 8
EBREEOETT2 57, B AT 3 45, MR BHYEA e RE AR b B o e . PR 2L <10% S 1
3 1% ~50% 82 53,51% ~T5% K 3 51, >T5% R 4 53, WISETILO0 ~3 57 ( =), 4~5 38 +),6 ~
TR+ +) 8L E R+ + +), <3 B, >3 4 AFHM:,

3. GEiTeRAb . BT EAE R SPSS 17. 0 Gtk AT A B HECRRER A x* Kl NF-xB PKCB I
T H TR CE IR IR ] Pearson 114 % K I FIAE 2T

g X

— NF-xB . PKCB I 7& B A S 20 h i &5k

143 (7| B AL NF-«B BHPES; AR (81 1,2) , 3RIE%H 67. 1% (96/143) 55 1E H A LUHPER AR
21.6% (31/143) , —H S HA G5 L (P <0.05) ; PKCRIFHYEN TAMMu (1K 3,4) , FHIEEZRIAHR N 58. 4%
(83/143) o5 IEH AL PIVERGA K 30. 8% (44/143) , “H LR EHAG I FE L (P <0.05) (£ 1),

. NF-kB PKC TI {3355 I PRIG BRI 5 5

NF-kB . PKCB 1T {53k 5 g R AR08 s A/ NTCIH B R HE R RS = L (P >0.05) , 5
TAWK LS5 5678 RIETREE [ INM A ¢, 2R BEA G L (P <0.05) (£2) .
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11.21,r=0.269,P =0.001) (%4) .,
F1 NF-«B PKCB Il 7 B2 S ss H AU Fk R AR [ 1, (%) ]

24 531 ik NF-kB PKCR II
R 143 96(67.1) 83(58.4)
Ji S 4 143 31(21.6) 44(30.8)

P1iH 0. 00 0. 00

2 NF-«B.PKCR I #1555 Ik AR B S ¢ 5

NF-kB( +) PKCBI ( +)
Wi s 38 25 Wk B, (%) M Pl Wl (%) ﬁﬂa Pt
P53 0.725 0. 434 0. 087 0. 851
L 103 67(65.05) 59(57.28)
k'S 40 29(72.50) 24(60.00)
AEE 0. 676 0.472 0. 557 0. 495
<60 ¥ 60 38(63.33) 37(61.67)
=60 % 83 58(69. 88) 46(55.42)
iR PNGN 1.019 0.361 0.053 0. 862
<5 cm 89 57(64.04) 51(57.30)
>5 cm 54 39(74.22) 32(59.2)
o] 4.782 0.041 6. 400 0.014
FERFEAZE 52 29(55.77) 23(44.23)
ELIYE 40 91 67(73.63) 60(65.93)
WL LR 9.182 0.003 6. 587 0.014
H 89 68(76.40) 59(66.29)
7 54 28(51.85) 24(44.44)
TNM 4334 6.558 0.012 10. 381 0. 002
I~1 85 50(58.82) 40(47.06)
m-~ v 58 46(79.31) 43(74.14)

E1 NF-«B7E B EIAAN M B T8 (SP X400)  [E2  NF-«BYE B &0
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HERIE TP HERIE (SP X200)
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£3 NF-«B 5 PKCB Il £ A [A 22280 () e TR 9 3k [ 01, (% ) ]

205 1515 NF-kB( +) PKCBI ( +)
BV M (M) 17 15(88.24) 4(23.53)
ALk AR MR (P) 25 14(56.00) 15(60.00)
BRI (T) 64 37(57.81) 35(54.68)
E[ 8 4t M98 (S) 37 30(81.08) 29(78.37)

1 :NF-kB:M 5 P;x* =4.920,P =0. 041 ;M 5 T: x> =5.409,P =0.023;M 5 S:x* =0.429 ,P =0.703;P 5 T.x* =0.024,P =1.000;P 5 S
x> =4.555,P=0.047; T 5 S:x* =5.684,P =0.028, PKCRII:M 5 P:x? =5.433,P =0.029;M 5 T.x? =5.223,P =0.029; M 5 S.%* =
14.745,P =0.000;P 5 T:x> =0.206,P =0.813;P 5 S.x* =2.446 ,P =0.157; T 5 S:x> =5.669,P =0. 020
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