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WE: BH HTEAEE C(PKC) o B IT oL FELE I IR H 10 208 K5 25 W I A B R R B R IR R o
Fiik ELFE 2010 4F 4 F 3 2012 4R 8 H P LR EBE IR 1 82 HlJsUR R4S i g i I FARVIBRbRAS , Jep AR
Jide 52 9], FHIBUIIEE 30 15 bk L2556 4% 39 1], Tk 446 RS 43 . RN e g2 i w it A M R EH T A
Vil A PRKCo B I e L EEERIFRIE ., E5R 52 45 IR b, PKCa B I\ £ 3 /N E Y B FH R
FIRRIEF RS A Z ] LR S G2 (P >0.05) 5 1 PKCe M7 BY ) PR IR AR A P r b4z
[ LA B ARG 2 2 [R) LU 22 S # TEGE T2 38 3 (P > 0. 05) , fH imy S A 2L 10 B ME 92 3 30 | 35 AR TR AL 4 (x =
31.523,P <0.05) . FHBMRIEAL PKCo B I A PHIEFR IR R B E LT EARBE LR (P <0.05) , 1M PKCe AYBH LR
BRI = TR (P <0.05) s Rl 4L S AR i 4148 mh PRCL Y FRPE SRR R LR ZE SR oSt it
FX(P>0.05) o JUEESS e 88 v ok LA 56 78 & L4 h PKCo i IHPE R AR 38 TAH IR B4 &
(P <0.05) ; ik L&5 56 R 4L 20 PRCB I e L B FIPESRIR R S A IR L 25 RS 37 LU B0 02 S Rt i 24 3L (P >
0.05). Zit PKC % WAIAELE i K A K SR ANEL R T A FIANIR] , PKCe R4S i IR IR P 9208 S5 0 A 5%,
PKCe FIRES 5 1 BREWUME A BE M, PKCoc B 11 T BB 495 M 0 R s ) 2 L 16 9 A7 5 5 PK G 5 45 i 8 i L2 205
CZE
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Significance of the expression of protein kinase C subtypes in colon adenocarcinoma
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Abstract: Objective To investigate the relationship between the expressions of protein kinase C (PKC) o ,PKCB I,
PKCg,PKC{ and the occurrence, development , metastasis of colon adenocarcinoma. Methods A total of 82 specimens of pri-
mary colon carcinoma were selected from April 2010 to August 2012 in Daqing Oilfield General Hospital. Among the speci-
mens , there were 52 cases of tubular adenocarcinoma and 30 cases of mucinous adenocarcinoma. There were 39 cases with
lymph node metastasis and 43 cases without lymph node metastasis. The expressions of PKCa ,PKCB Il ,PKCe and PKC{ in co-
lon carcinoma tissue were detected by streptavidin peroxidase method of immunohistochemistry. Results Among the 52 cases
of tubular adenocarcinoma of colon,there was no significant difference in the positive expression rates of PKCa,PKCB I and
PKC{ among the well ,middle and poor differentiation tubular adenocarcinoma (P >0.05). There was no significant difference
in the positive expression rate of PKCg between the well differentiation group and middle differentiation group and between the
middle differentiation group and poor differentiation group (P >0.05) ;but the positive expression rate of PKCe in well differ-
entiation group was significantly lower than that in poor differentiation group ()’ =31.523,P <0.05). The positive expression
rates of PKCa and PKCB Il in mucinous adenocarcinoma tissue were significantly lower than those in tubular adenocarcinoma
(P <0.05) ,the positive expression rate of PKCe in mucinous adenocarcinoma was significantly higher than that in tubular ad-
enocarcinoma (P <0.05) ,there was no significant difference in the positive expression rate of PKCg between mucinous adeno-
carcinoma and tubular adenocarcinoma (P >0.05). The positive expression rate of PKCa in colon adenocarcinoma without
lymph node metastasis was significantly higher than that in colon adenocarcinoma with lymph node metastasis (P <0.05).
There was no significant difference in the positive expression rates of PKCB Il ,PKCe and PKC{ between colon adenocarcinoma
with lymph node metastasis and colon adenocarcinoma without lymph node metastasis( P <0.05). Conclusion PKC subtypes

play the different roles in the occurrence, development and metastasis of colon adenocarcinoma. The expression of PKC is relat-
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ed to the differentiation of tubular adenocarcinoma,and PKC may be involved in the mucus secretion of mucinous adenocarcino-

ma. PKCa and PKCB Il may be related to the cell multiplication of tubular adenocarcinoma, and PKCa is associated with

lymph node metastasis in colon adenocarcinoma.
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1.1 #RZASRIE  Yk£R 2010 4F 4 A £ 2012 428 A
DI FHE B BE TR 1Y) 82 3] Jit M 45 M i 0 A
W T ARLIERbRA, o 55 45 9], 4 37 i, 4F% 32 ~
74 % 19 (49.62 £4.25) %, 82 il EHF, Bk
Jides 52 B e a4 9 i, b Ak 28 il A% Ak
15 {5 2B IR 30 15 A ik EL 45 55 7 39 o, Joitk
ELEEEERS 43 1], vl 2 B RS,
WAL - 55 27 B, 40 25 I, 4R % 38 ~ 74 % 13
(50.38 £3.75) % s il IR 41 - 5 16 i, % 14 fl,
AR 32 ~T1 %P4 (49. 13 £3.46) % 5 A ik EL 4G
Feredl: 55 18 o, 2 21 i, 4R 4% 38 ~ 72 % F- 1Y
(49.75 £3.64) % s L5 55 R 40 - 55 20 f3i], 4 23
B, A0S 32 ~ 74 %744 (50. 12 £4.37) %, AR
g (R SRR B A A R AR s S
Tk 455 R% 8 10— SR U AE S o gt i
BN (P>0.05),

1.2 EERFISME R PKCa Bl 6.0 £
SCREGTAM AR W A SE [ Santa Cruz 23 7] 5 ALY R

colon neoplasm;protein kinase Cjprotein kinase Ca;protein kinase C@ II;protein kinase Ce;protein kinase C

Fric I =EPL R 16G P BAR i SR AL P i b ie 1
HEFE U [ £ . & B K I (diaminon benzidine ,
DAB) & €4 3 W 8 Jb 50 v il 4 W) TR BR 2w,
YDI1508R JFEY) H #L . LST94 ZH 41 5 sh YL ¥y B
i IR S RA PRA A

1.3 BRARUFERNEFEAHLEF PKCa,l
BIl el WIFTIE T AMRALMATTEL 10% H
[#]5E , A7 AL, A 4 wm TR, PRKCa BT &,
C—HUTAEMREE M 1 2 75 e e D BRAH I, B tn,
AIRUNE ok A BT, BB, B PATRCE AT, i
I ¥, 3% I LA B2 DAB (5, )5 Wi Wige
PKCo B II \&.¢ BFRIBIEDL.. HEMAZLRATED] A
YEBAMEXTRE, BT BB R ER g2 v APt

1.4 ZRHAE PKCo Bl .e.¢ ¥ THIMM,
RGBT R B vEAn A & A g [ 28 40 M A i
3 CFN B VRS M E (09 B2 2 TR R, ~F 0 )8 45
SR OMRAE TR S BRI - G 0 4353k
BN 1ok BRE 0N 2 s R0 3 g, HRAEFH
PR A E LSS0 L rh BT o A9, BE P 4 % < 10%
H143,10% ~50% K 2 53,50% ~T5% 3 41, >
5% F4 51 2 WGP ERFRO0 ~3 43 (- ) 4 ~5 4
HC+),6~T R+ +), =280+ + +),
(+) ~(+ + +) PR,

1.5 SEit=24biE W] SPSS 12.0 #4404, it
RORER X K6, P <0.05 HZERAGIHE X,

2 #R

2.1 FREFESUEELEHERIFEAL S PKC
TREARIELRE S5RWE 1, 52 GRS
TR 1 235 o 4 IR g v, PKCa B TT L 3 N1 AR
A BAPE IR BT & o AR A Z ) e 22 788
TeHiit22 X (P >0.05) ;7 PKCe W7 % [ BH P 35
RRIEE P edLZ A LL R AR AL 2 [R) LA
2R G L (P >0.05) {5 5 43 A 20 1 BH
KRR EEMTIIMEA, ZREFHHE () =
31.523,P <0.05),

®1 R2FFRFRESUEELHERREEEEAAFTETE PKC ERMRIE

Tab.1 Expressions of PKC subtypes protein in 52 cases of colonic tubular adenocarcinoma with different degrees of differentiation

SRR PKCa PKCR T PKCs PKC{
P/ BI(%)  BAE/1(%)  BAPE/B1(%) DI/ BI(%)  FHEBI(%) B/ H1(%)  BEME/BI(%) B/ H1(% )

= 9 6(66.7) 3(33.3) 7(77.8) 2(22.2) 5(55.6) 4(44.4) 8(88.9) 1(11.1)

4k 28 17(60.7) 11(39.3) 24(85.7) 4(14.3) 21(75.0) 7(25.0) 25(89.3) 3(10.7)

AYia 15 8(53.3) 7(46.7) 13(86.7) 2(13.3) 13(86.7) 2(13.3) 14(93.3) 1(6.7)

X 8.143 9.345 28.432 11.345

P >0.05 >0.05 <0.05 >0.05
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2.2 ERBRESHRREAND PKC TRER
FiAbLEL AR 2. FBURIEAZUT PKCa,
BIL AYPH M ik % B & IR T IR IR 4121 (P <
#2 ERBESHBREARS PKC THEHREILR

0.05) , 1 PKCe [ FHPEZRIE RN 2 2% & T8 R
HZ1(75.0% ) (P <0.05) ;{H 2 Fjjga 41 21 PKCL

[ BHPE s R R 22 57 e i 78 L (P >0.05) .

Tab.2 Comparison of the expressions of PKC subtypes between tubular adenocarcinoma and mucinous adenocarcinoma

o PKCaot PKCB II PKCe PKC{
) FRYE/ (%) BAME/BI(%)  BAEE/BI(%) BIE/B1(%)  BE/BI(%) BIvE/B1(%) B/ 6% ) BT/ B1(%)

IR 52 31(59.6) 21(40.4) 43(84.6) 9(17.3) 39(75.0) 13(25.0) 47(90.4)  5(9.6)

HWE 30 5(16.7) 25(83.3) 17(56.7) 13(43.3) 29(96.7) 1(3.3) 27(90.0)  3(10.0)

¥ 38.848 32.670 48.169 16.346

P <0.05 <0.05 <0.05 >0.05

2.3 AHBEEBESTHEERBERAR
PKC WRERFIALLE 4ORILK 3. RIS
JiIEE B P OCI E EE e RS i AL 2 PKCa (Y B

RINRRE R TAHMEEEFREE (P <0.05) ;e
LR IRALUh PKCB T e .{ MIAMERS RS
ML LRZE R g (P >0.05) .

®3 BEAMEHRERETANCERBRESLKEERBEBARAPARIELE PKC EERIELE

Tab.3 Comparison of the expressions of PKC subtypes in the cases of primary colon carcinoma with lymph node metastasis

and the cases without lymph node metastasis

WELEHRS n PKCa PKCB 1 PKCe PKC{
BAEE/1(% ) WIRE/BI(% ) BRE/BI(%)  BIRE/B1(%)  BREE/BI(%) BIWE/BI(%)  BRE/B1(%) BItE/Hl(%)

TR 43 22(51.2) 21(48.8) 32(74.4) 11(25.6) 33(76.7) 10(23.3) 39(90.7) 4(9.3)

B 39 11(28.2) 28(71.8) 31(79.5) 8(20.5) 11(28.2) 28(71.8) 37(94.9) 2(5.1)

XZ 88.358 47.354 58.456 42.357

P <0.05 >0.05 >0.05 >0.05

3 FIBATER 22 R TG0 L. A RGEFE T84 41 i

SRR R KRR ZNE S B
ZIA WA B T B E A i, FEX A fE rp
KA T VFZ IR AEIN LN AR OIS 5 5 R A A
I FARERMUE . PKC J&—Fh 2 D Re i 1 U, 1F
FE S0 B T 2 M Al s B ks, XS5
LR B FRAR S TRE , 50 20 SR B, X g 24 i Y
K e SEFE S TR ER

HHFIE LI, 5 A0 IE H B L5, 1E 60% 11
LU AN B PKCo 193635 F I, I ELITR 201k
2% S b, T BRI R L ARG 4
7R, PKCa 7E 5 AR A AL Bt A 8L rh i PR 2R
ETFREERE XS FIRSIS i —3, PKCa 7E45
I AEES 2L 2R v 25 T A T A X i 200 L ) A K A
FEA w2, [A] B PKCo 5 IR 40 it ) 28 T A —
K FR . 1M PKCB I i3k 5 PKCa 1E4F#H &, MUR-
RAY 25 3IE52, PKCB T H %S SR N4 L
3R B 3, 8T AR w5 45 i PKCR T i 156 5|
L EUEAE Hl. GOKMEN 25! 558 % i, PKCR
0 1142 SR 7R 4% i M 9 78 16y 57 300 A, 7 9 il
g A% H LR 2R R X T 40 L ) 2 B B AR VR o
H T PKCR IT 2Rk 145 S5 34 e 2 235 W i A2 1) —
RN ER, KL, AFSE o s PKCR TR
AR E Ry BAYER, ST b AR L AL L 2

i, PKC 2558 A 20 W i — > B a7
HONG 25" 55t 3 N4 fg i 938 400 ¥k ( T84\ HT29/
A1 LS180) Fbist 1 N — I B ik i 12 155 ( phorbol-12-
myristate-13-acetate , PMA) {1 i /¥ 2k 25 13 23 WA B0 o
2 Mk PMA 305 J5 , AT PKCe D2 if 53 % 1) 4
o e e YR g e = U A e 23 3
RIL,AENRL I aifabk b, PKCe XF PMA if5 S0 %6
FEEEHE LB REMIEER . AR R,
PKCe TEZS A FE M I 42 rh A PR M 3R IR R IR 255
TR, T PKCo B 11 78 25 W B g 2H 2 9 BH
PEFIA R B E TR, #8278 PKCe 55E A
AN IT WAAT 5 PKCT X 45 fiz 4 i AR K o3 A A
I IE 4T 18 A 38 2 E A ), A 98 4B PKCE %)
RO, I b Rz 200 M By 18 sk i VR Y 0 AR
RIL, FES AR 2, PKCL I FAPE R A%
PR, $e s FL T g 55 JRE A e ) 15 5 sl 0E T A
S AN ABISE R IL PKCo T RES 5 T 45 I i
TR AR X 54 LI s —5%"Y . A
23 P 35 TR vk 6 NS 465 i 1t 9 A FfE Bk CaCoo-2
AT, UESE PKCo 23K B K& 0T AR 128 40 i 1
HaGH Mk, FIEHE A AR T — N R R
P g% CHAKRABARTY 2™ Bl 5836 % BH,
T PKCa feffil e AL A K 7 By 5 I EE R
N, X AT ZE IR 5N — B
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A5 X PKC 4 FfolE 8 () i 58 & 30, 45 30
TR JPfrI2 200 60 1 396 B | A3 R e B 3o A v ke 2 A )
(IS VE - F RO 21 23 PKCo B 1T Y PR 2
KRR FERTE R A8, M PKCe BIPHME IR
N2 = TR IR AL 2,5 2 R gl 4 PKCE
IPH R R R L 22 7 G i 7 X, $2R PKCa
Bl \e ik Al Al 5 FEI A A 3¢, i PKCe TEZH K
AR T ) i 2R 0K T BE S R AT A 0% SRR MRS
P f8 T G A R F I A 4 PKCao 1 FHAE:
RERBERTHMKOEHBEE, M PKCR I \e.¢
() P 2k R 5 I 25 B Lk 22 R e i
B, R PRKCa i) BELESS 1 i i i e RS vh ke
FEAEH 552 BN R B A A AR B 1) 245 1 25 IR Do
H,PKCa B IT . 3 A7 i BH M e 38 R AE & rh
TIRAS o R 22 I B 22 5 o S il 2 3 X, i PKCe
S BAE R A3 A4 1 BE P Rk 3 B I AR /1 4l
$&7/R PKCe A RE S M URR A 5K,

25 b TR, ABFFT IR, PKCe 7545 145 4R Do
Ik 540 F 5 PKCe I RES 5 T 85 98
HA BN 43006 5 1T PKCoc, B 1 W] B 5 45 17 45 IR iR o
HH A 2 0 AT 5 5 PRCac 26 55 15 445 g g 0 Ik £ &%
R o PKC 45300 R 7E 45 i i 22 A I T R e
B Ve A —FE AT AT 8k 5 2h L & nfa)
i) R WS 5 A B , AN PR — SRy 1
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