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Relation of PKCB I ,P53 and Ki67 expression to invasion and metastasis

of gastric signet ring cell carcinoma
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ABSTRACT Objective: T To investigate the expressions of protein kinase C isoforms beta [ (PKCB 1I ),P53 and Ki67 in gastric
signet ring cell carcinoma, and to explore their relationship with the invasion and metastasis of gastric signet ring cell carcinoma.
Methods: Immunohistochemical technique (S-P)was used to detect the expression of PKCB I ,P53 and Ki67 in 60 samples ofgastric
signet ring cell carcinoma and poorly differentiated adenocarcinoma , the data were then analyzed in collaboration with the depth of
invasion and lymph node metastasis. Results: The positive expression rate of PKCB 1l in the gastric signet ring cell carcinoma and poorly
differentiated adenocarcinoma was 76.67% and 41.67%, which had significant difference(P<<0.05). While the positive expression rate of
P53 was 43.33% and 61.67%, which had significant difference (P <<0.05).And the positive expression rate of Ki67 was 60.00% and
91.67%, which had significant difference (P<<0.05). The positive expression rate of P53 in the Down-serosa group of the two type of
cancer had significant difference(P<<0.05). The positive expression rate of PKCB Il and Ki67 in the serosa and adjacent organ group of
the two type of cancer had significant difference(P<<0.05). Conclutions: The expression of PKCB Il was higher in the gastric signet ring
cell carcinoma and Ki67 was higher in poorly differentiated adenocarcinoma. PKCB Il and Ki67 had correlation with the metastasis of
lymphaden and adjacent organ in the two type of cancer, had related closely with the way of infiltrating invasion;while P53 had
correlation with the earlier period stage of infiltrating in the two type of cancer, probably concerned with earlier event of gastric
carcinoma.

Key words: Gastric signet ring cell carcinoma; PKCB I ; P53; Ki67; Immunohistochemical

Chinese Library Classification: R735.2 Document code: A

Article ID:1673-6273(2011)04-711-04

S BT DL ARG 22—, e — Bl RS R B
=]

A iS5 (signet ring cell carcinoma SRCC) M FRKS i 40 it g, 24
i BRI 9-20%;  DLEA KA B RS A 322 ko B
AHMREN AR R R A 2 AR R4S
PR Y AR S e X BTN AR v PKCR T P53 i Ki67
FRRROLHATRI, IF5H R0 (Poorly differentiated
adenocarcinoma PDAC) #4174} LRSS, H80T — HAE WIS B

FEH A BRI (1979-) Lo, WA A Be R, BF5E 77 1)« Jib
SR EE2E Tel: 15199093695, E- mail:cesky5200@sina.cn
NEIRAER ARTESL( 1954-), 2, BFFE 75 Tl g 27

L35 13139698230, E- mail: zousaiying@163.com

(ks H I :2010-11-05 #37 H 11§:2010-11-30)



- 712 - WRAEYE R www.shengwuyixue.com Progress in Modern Biomedicine Volll NO.4 FEB.2011

MR RIS R BRI E R, NI IRIZ R SRy fefit
et .

1R ik

1.1 #r#t

WLAE 1997-2010 45 2% P 72 [X B4 €8 R 57 5 s e i BB AL A7
R S e A — BN 2 B SRR T B R VIR AR 280
FRAAI2 B B J8 1 A1 S AL R 20 BUAR AR 60 B4 Ry S0
4, o Bk 29 ) Aok 31 1) AR Y AN 30-82 %, VAR iR
60.5 % . B LA 60 GI1E XS IRAL, 51 35 ) Ltk 25
Bl AR N 34-76 25 FPARIS 60 5 L HRE AR AT A LAY T B
I7 . BRI 2R WHO 2002 U2 Wibrik, thwi 4 LA -
TR AT TR AR 1 B S SR A S UM A L] 45 3
ik, I TSR LL LY
1.2 iK#

—HU5r50h PKCB Il Z3i ANy T Santa Cruz 23] , Bt
PRHEBEREE 1:200; P53 BRTEREHTLIR (R BRI & 1:200) (Ki67 H1
SOREPUAR R BRI 1.50) L BRI Gy 2H 4L UltraSensitive™S-P
BT B B UK (DAB) (B (055 K BH X R34
W A AR NI E BRI KA A o AR 0 25 B3 6 45 E
A5, 2 FHE ARG BE P B0 R PR PR X BE, 2L PBS AR — i A
PEXTHE,

1.3 Ak

1.3.1 PKCB Il P53 #0 Ki67 @ AL &M 404 bR i
S—P 7k ARAH 10 Yorp P FHEE [ 2 K A iR Y
F BT AR IR TR R S B T K AR i TR
&5 15 min; AT LRI 10 min, 243k G i
A 20 min, JFHI—H0 50 p 1/ J5,4 CHEIRKFE SR, EMFE

FRiCr) =40 10 min, FEREREPUEYRE - 13 E LA 10 min,
DAB {4 3 ~ 5 min, W il F LSS, AR E YL ik &,
HH.
132 SERHE LU A0 A H B0 55 50k R P FR 1D 45
Ao PKCB I BHME & F MK, 853 ik T 40 A% ; P53
PHAE R A0 T MM s Ki67 22 o7 T AN Az 5 5 S s SR 2
B, YRR 0 O, 1 FOMIRE 2 HONAF
0,3 GONkEE ;AR P 40 7 BT IS A R B o
I3 HAY ;0 G FRVELANE < 5 %, 1 G R FEPEZRMD S %~25 %,
2 R PRI 26 %~50 % ,3 e PR 51 %~75 % ,4
GORPATELIAR >75 Y%, Y@ im 3 S PRI E 4 FeAR I, 0 4
(), 1~243(+) ,3~4 53 (++) , 5~T 43(+++), 0~1 53 hBITESR
ik, 2~T 4y RS
1.4 GEit=4biE

K JH SPASS17.0 B, 41 1A] Fb 3R <2 K56, PRV R AR L4y
HroR A Spearman SEZ4AH XA, P<<0.05 3 Geit2z i Lo

2 4%

2.1 PKCB T P53 \Ki67 7£ B EN /W 4R i SR D L BRIE B &
%

60 5l H EN Rk AN ANAE (I 1)PKCB 11 fHEZR A 46 1
(76.67 %) (K 2) , B LA A 2L PKCR T FHPEZR A 25 i)
(41.67 %) , — & Z a4 225 (P<<0.05); P53 7 5 BN 4R iw e 41
AU Mk 26 $1](43.33 %) (& 3) , BAL AR 21 b 3
ik 37 11(61.67 %) , 3 Z [A47 22 5+(P<<0.05);Ki67 H EN# 4l
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Table 1 Positive rate of PKCB I, P53 and Ki67 in gastric signet ring cell carcinoma and poorly differentiated adenocarcinoma[n(%)]

Group case PKCB 1 P P53 P Ki67 P
SRCC 60 46(76.67) 0.000 26(43.33) 0.044 36(60.00) 0.000
PDAC 60 25(41.67) 37(61.67) 55(91.67)

1 B EN A 40 A Y iR 12 22 HE X1000 ;Figure 1 Infiltrative invasion in Signet-ring cell carcinoma
& 2 PKCB [l 7E B ENm 4mAmyE R R R I% , 4HAE 32 PHME, X1000 Figure 2 Expression of PKCB 1l in the Signet-ring cell carcinoma
3 Ki67 75 B EN A 4R Ay Fh R R 3% , 4R R 4% PE M, X1000 Figure 3 Expression of Ki67 in the Signet-ring cell carcinoma
4 P53 1E B EN AL AR TR YR % , 4R BRA%PEIE, X1000 Figure 4 Expression of P53in the Signet-ring cell carcinoma

2.2 PKCB II .P53 Ki67 7= B EN A 4B AiE RS L BRE R IE
HEXZR
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TERSMEEE PKCR LA PS3 A5 IFARDE(=0303,P=0019) . PKCB I il Ki67 F ik ToARSENE (r=-0.112,P=0.394) , (3 2).

% 2 PKCP I \P53 70 Ki67 £ B A MMES RAUREAATEARENBEXR
Table 2 Correlation of expression of PKCB 11 ,P53 and Ki67 in gastric signet ring cell carcinoma and poorly differentiated

adenocarcinoma [n(%)]

P53 Ki67
PKCB I
n + - P + - P
SRCC + 46 16(34.78) 30(65.22) 0.015 24(52.17) 22(47.83) 0.025
SRCC - 14 10(71.43) 4(28.57) 12(85.71) 2(14.29)
PDAC + 25 19(76.00) 6(24.00) 0.019 22 (88.00) 3(12.00) 0.394
PDAC - 35 16(45.71) 19(54.29) 33(94.29) 2(5.71)

2.3 PKCB I \P53 Ki67 RIZSFAMHBEARRERENX 4ZEILES (P>0.05), 7EREIEEZE M H D7 A0 i =
z PKCB 11 P53 Ki67 1 P Z2 ik 2645 51 36/ 42 (85.71%).21/

W R ] : tE AR B R A B E Al E 42(50.00%).26/ 42(61.90%) , B AR AL AR = PRk 3R A 2
PKCB 11 .P53 Ki67 By BATEZE kR4 51 10/ 18 (55.56%).5/ 435 % 16/ 38 (42.11%).24/ 38 (63.16%).36 /38 (94.74%);
18(27.78%).10/ 18(55.56%), B AR/ fLide h — A W BHME L PKCB I FHME R A RAEMH Z A HA BEEER (P<<0.05),
AP Hg 9/ 22 (40.91%) .13/ 22 (59.09%).19/ 22 (86.36%); P53 [{k ek RAEWILL 2 ] 625 5(P>0.05) , Ki67 [k F k%
PKCB I B F2 i85 AE IR 2 [a] 625 S (P>0.05) , P53 [AYE 74 2 i) HA 2 25 F(P<<0.05) (36 3).
FARRIEMRALZ 0] 2557 (P<<0.05) ,Ki67 FHPEFR LRI

%3 PKCB 1T P53 #1 Ki67 Z£ B ENA A M 5 B IR 2 L ARE AR EIRHE R R RIAE L [n(%)]
Table 3 Comparison of positive rate of PKCB I, P53 and Ki67 in different depth of invasion in gastric signet ring cell carcinoma

and poorly differentiated adenocarcinoma[n(%)]

Group case PKCB II P P53 P Ki67 P
Down-serosa SRCC 18 10(55.56) 0.356 5(27.78) 0.048 10(55.56) 0.070
PDAC 2 9(40.91) 13(59.09) 19(86.36)
Serosa SRCC 42 36(85.71) 0.000 21(50.00) 0.236 26(61.90) 0.001
PDAC 38 16(42.11) 24(63.16) 36(94.74)

2.4 PKCB Tl P53 Ki67 FEMELEEHBHFTBEPHRIE FIRHANHIH 19 7 40(47.50 %) Fi1 20 /39(51.28%) , —3 =[]

TEMREEE R b PKCB I 7% 1 BN AN PHPEFGA R 22 (P>0.05) ;Ki67 fE7E A% K 20 / 40(50.00 %)
34 /40 (85.00 %), 7EEARSMEILE IvEFEAR K 16739 F1 32/ 39(82.05 %), & 2 8l A B 2125 5 (P <0.05) (3%
(41.03 %) , —F Z (B BA 2 5 (P<0.05) ;P53 fEZ# 1 4),

4 PKCB 1T P53 # Ki67 etk B L5 H 00 B N A I ME 5 B R 5 W BRE PR RIA R LL R [n(%)]
Table 4 Comparison of positive rate of PKCB I ,P53 and Ki67 in gastric signet ring cell carcinoma and poorly differentiated

adenocarcinoma with lymph node metastasis [n(%)]

Group case PKCB 1 P P53 P Ki67 P
SRCC 40 34(85.00) 0.000 19(47.50) 0.737 20(50.00) 0.003
PDAC 39 16(41.03) 20(51.28) 32(82.05)
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