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PKG.PKA K VASP EAGEMEARPHRIERIGKREX
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(1.RANEHXRFHFREEO A RAGINBRELEELET, W 650500;2. LHEHKRFE=WEER
Bx& ahtB ER, BB 650118)

(=] BB T cGMP R #HEE G ## (PKG) B A A PKG- [ A= PKG-11 .cAMP R #i 1% & & ¥ 5
A(PKA) &% ¥ 7k k) 858 & & (VASP) & & 7 A+ 8% 82 1L & & p-VASP Serl57 #o p-VASP Ser239 f& 4 A 7 7%
(CROAZRFHEEKFREREL., FiE KE=H A BERLS AMSAA 2015 £ 3—9 A M6 20 1A
ZEBREFHG CRCEZ AL F ALK FUEARRLRRG EFEFHAL, A Western blot ] ik 4
2 ¢y PKG- T .PKG-11 .PKA.VASP, p-VASP Serl57 # p-VASP Ser239 % & £ ik K-, # 47 %+ 5 47
R, oA B £ A S Fi BAFREKBOMIE, £8 CRCAL f4 PKG-] .PKG-] . VASP,
p-VASP Serl57 #= p-VASP Ser239 #9%& & £ ik 3 2 FK T EF 69 & F 488 (P<<0.05 ., PKA £ F L4t %
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Expressions and clinical significances of PKG,PKA and VASP in human colorectal cancer”
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[Abstract] Objective To investigate the expressions and clinical significances of cGMP-dependent pro-
tein kinase (PKG) type I (PKG-1 ) and type II (PKG-1I ) ,cAMP-dependent protein kinase (PKA) ,vasodila-
tor-stimulated phosphoprotein (VASP) and phosphorylation of VASP including p-VASP Ser157 and p-VASP
Ser239 in colorectal cancer (CRC). Methods CRC tissues and their homologous normal paracancerous tissues
surgically of 20 patients with complete pathological data from March 2015 to September 2015 admitted to the
colorectal surgery department of Yunnan Cancer Hospital were collected. The protein expressions of PKG-1T ,
PKG-1I ., VASP,p-VASP Serl57,and p-VASP Ser239 in the above tissues were performed by Western blot.
The correlation between these protein expression and general pathology data were analyzed. Results In CRC
tissues, protein expressions of PKG- ] ,PKG-]] , VASP,p-VASP Serl157 and p-VASP Ser239 were significant-
ly lower than those in the normal tissues (P<C0. 05) while PKA difference was not statistically significant
(P>>0.05). In addition, there was no significant correlation between all protein factors and general pathologi-
cal data such as gender,age, tumor differentiation degree and TNM stage. Conclusion Two subtypes of PKG,
VASP and its two phosphorylated proteins significantly reduced in CRC tissues, which may be potential tar-
gets for CRC therapy.

[ Key words | colorectal neoplasms;cyclic GMP-dependent protein kinases;cyclic AMP-dependent protein

kinase; vasodilator-stimulated phosphoprotein;clinical significance
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R AR S5 g A0 B g 1 45 B % 8 (colorectal canc-
er, CRO) J& @ BRES = KR DLWAE MR- . 4 A 12k
HA I 3] 2030 4, CRC WU 49 #5883 220 7
Homs A 110 HHET= . FEFR E L CRC 1 K W5 5 A
PO AR Y O 4F BTG e B BRAR A 2R b
DX R D PG AR X, H B ks Tk R
FAERETY . CRC B — B3R )T F B FARUIBR.
BOE T AT o 53 A B A 2R T ik Cn
DR ER BT ) T 3R B2 A= K R F 52 {4 Cepithelial growth
factor receptor, EGFR) #1JI i 51 (40 78 22 £ B 1) /) 48
BRI R AR B P A — R Ir E AN B
B EAE R 5 FNLA N 607 H Ik, F 2
ST INBIT IR

cGMP K #5425 H #% B (cGMP-dependent pro-
tein kinase, PKG) J& —Fl 22 & IR/ 7 & IR 15 H I 5 .
TEWH L3 W 4 il vh . PKG A BRI RL, B PKG- T
PKG-1I . 4k — S 58 £ W], PKG HA & 5K 1
B A D RE SRR T AR AR BT e R R R P 4
Mo g 7 feE Sy /b DL, cAMP K B E R B B EE A
(cAMP-dependent protein kinase, PKA) 5 PKG Jd]
FEJE—Fh 22 R/ 70 AR BT - H i X PKA (858 K
2 AR R TE KM 27 210 A2 D5 T A0 465 P 228 3R A7 1 952 9 B
IR 25 1 BRAE RN & AR 01 AR OG- 45 9 TR
WaE A A D, Y 5K B E A (vasodilator-stim-
ulated phosphoprotein, VASP) & — Fh ¥ 55 40 Jg & 4k
PR LS & A 245 & #E A 2 PKG 5 PKA 9L
TERE®#E B . PKG {55 85 B2 1k Ser239 (p-VASP
Ser239) 4 VASP, i PKA W) 241 e B g {1k Serl57
(p-VASP Serl57) kb iy VASP, A #RiE 45 H . VASP
A AR IR 5 i E R 00 P 2 R R AR OGO HooR
PA T e B MR R g ST BB I AR
 VASP 1y B Fif 8 H B . PKG 5 PKA 935k
iGN S CRC A XK.

FETF UL b SCHR HE A BF 5% 38 o K 43 At CRC
41 PKG . PKA VASP K H# i b 2 A 1) k1
. BTE R CRC B3 TR EH BT A,

1 #EREHE

L1 %Rk I8 2015 4 3—9 H m g B Mg =
B 4 i AP RE 2 T AR UIBR Y 20 5] 58 35 1) 9 A2 1 23 Je =
a5 IEH A2, 20 1) 58 E AH G I DR 96 1) 48 A B 3
PEBI A IR BRI R e AR L TNM 431
LA K% i 88 b 5 0 9 R B0 L (CEAD S B 28 125 (CA-
1250/ I 7E 45 . BT A A B ATE T RE S 30
min 245 FCT IR A PR .

1.2 i

1.2.1 FEEHS5MEHE PRG-I Ryt (85
£3248) PKG- I 4t (185 . £ 3248) \PKA f i
i (4% 5. 3927S) LA Bt GAPDH g #d (48 5. &
2118) ¥y g % Cellsignaling technology /~ #];
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VASP % ZH; (15 5. SC-1395) . p-VASP Ser239 % £
P (525 SC-23507) . p-VASP Serl57 B (185
SC-365563) - Hi o —Hi (575 SC-2005) FEHi =
P (525 :SC-2004) ¥y B 3£ ¥ Santa cruz 2\ A);
iR (BCA) #1119 B I 7 150 & (48 %5 . Poo12) il 3 I
WE B RAEWE ARG R E] s Western blot 4 I BT
TR S IR BB N U I I B i (SDS-PAGE) HL Jk
AR T 5400 B 32 B BIO-RAO A7,

1.2.2 Western blot 2387 BArAMNB AT EH G,
PO Y BN E VK AT S IREES A 4 C
10 000X g B.0> 10 min, B MW . VA MiEHEA
SRR e H BCA (X8 AT v BEI 2 . B AF 20 pg
EHHAT 10% SDS-PAGE H k., 5 ¥ 15 V.30 min
T HENE B A IR L (PVDR) I b, 725 T .
5% WG WKy TBST 2% vhigg %t Bt 45344 1 h, TBST
PEME 3 W, AR 5 min, PKG-1.PKG-I.PKA,
VASP, p-VASP Ser157 1 p-VASP Ser239 &4 Hrik
(1:500~1:1000) 4 CHEF IR . QAT HT A Gk
Jo o N BE 5 BRI A Y BB AR E 1 B 1eG T IR
(1:8000~1:10000) FEfFHE 1 h, VM, fh2Ek
J6 (ECL) 5] W . [/ i Al GAPDH 4 {k (1 ¢
10 000 /E N Z B, R A Scion Image EME 53 #7 &
i Xt Western blot BHUR #4770 M it 55, & 6l br A &
MEHELE 3K,

1.3 Siit2#ab®m KA SigmaStat 3.5 G820 #r %k
X B 2R AT e b b BE. ZE RS I CRC 41 41 &%
PKG.PKA,VASP K H # i 16 8 B 1) 35 5 1 IR A
BLIE =y P15 YN i i 71 INES B8 O B N N3 i A o
FEFAT TNM 20 s BRAG AR R T ¢ KB X7 CEA 5
CA-125 4 A8 2 M #6 56 2% ] Pearson Correlation #
¥, Western blot SC5; i 15 5045 b H AR H 5 N 2
GAPDH WAl . DL x5 FRoR, Hop BRS04 HoJr
25 5% B U SR B R 22 7 22 43 B (one-way ANOVA)
i) Fisher Least-Significant Difference £ 3. % H
SigmaPlot 10. 0 FJE B4 4T7EE . L P<<0.05 K
ERAGIFE L,

2 & R

2.1 G PR ER AR A5 A A XM 43t PKG- 1 \PKG-
Il .PKA.VASP. p-VASP Serl57 fl p-VASP Ser239
HEHAL Western blot K, & B H A7E 4 6] CRC 5
ARG RIE . X R K KOS B L AR
W B RN A R L TNM 433 B2 CEA il CA-
126 — MMM, HER LG IT#E XL (P>
0.05), W& 1,

2.2 Western bolt £l 45 5 Western blot 455 E 7R,
CRC 41201y PKG-1.PKG-I. VASP .p- VASP Serl57 #
p-VASP Ser239 # [ #R 35 7K V-4 1 AR T 05 1E K 4141
(P<<0.05). 4R, CRC HZUH ) PKA HH KRB K5
FEoFIE R AU I E B 22 =, WA 1,
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b 51 S AL B F B TR 3k B9 A HE L SRS B KA
i o AT 5 Jin BE 200 L 9 A1 5 5B R . PKA 2 A
TR 580 R B 1 SRS b A ST e A0 400 ) 478 38
V. 35 21 ol H 3 3 e R A T ) B 1 e S IR LA
WRE I SR BE . PKA Z 524G 5 H 3 ML L
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T /N TS Fb AN Al o8 S R AR
VASP £ PKG 5§ PKA B2 &4 F i 4 - H X 5 7E
T o 35 T G A R 0 B R AR AL AN TR 4 B e
VASP Ser239 5 p-VASP Serl57, W Flvigs B8 1k 25 1 /Y
FRKTo HI T 4 77 PKG 5 PKA 19I5 fbKF. 1
AR AEF R 20 ] CRC B 5 28 98 41 41
HIE®E AL PKG- 1 5 PKG- 11 ik K F,
R CRC AL g BN R 11 I 2 K T 168 19 55 41
21; 7 if, CRC 41 41 v )z Bk PKG 3% 1 19 p-VASP
Ser239 By FRIKK P B EREML, X — 545 LR .
PKG M £k XY 5 CRC B YIMH XK., BR
CRC 4141 PKA By KKF 5 IEH AL b i F£ ik
I A B B 22 5 (0 R i PKA % 19 p-VASP
Serl57 i 2 35 B W FEAIG, X — 45 R #& . CRC & %)
PKA H 1335 J0 1 2 52 o H 0 0% R 30 B 3 5%
M, 74, CRC 11y VASP 14 35 3% K F A #E 8] &
REAIR .

WALDKIRCH 207 By F 55 45 W % Bl PKG- | 1E
98 4 2 1 2 5 R T L0 R 2 v 42 22 L DR U o
ICAT RE B — & MPT M AE . 5 R 4 i AE 1L
W2 MR PRG- T 323k B G, oAt 60 45 ML &5
W B bR A s AR B IR 1 4. A BE R 2 WL PKG |
X N2 P a0 L SW620 A8 Az 1 1 il J2& el T ok 2 1y 4
WEAKHEF S0 E £ Bz, AR AR
o H ML AT RE 2 PKG-1 2 5 00 T %
MEKK1/MEK4/ INK i@ #&45 5" . B 4R H Aj bk
H PKG- 11 %45 Mg & HE & AR F 5 i i, (H 2
2 & F HoAth i hE 7 180 09 38 . FALLAHIAN 451
I 5T 25 R 7R cGMP AT LLiF S 20 B 9 40 i i R 1
FEE B —VE RS PRG-I A %, SE4E k. W5
Bon PRG-I 76 B ¥ 41 20 rp 3235 F0 3 1 15 B 5 BRI
I FLUESCE 2 o5 PRG-I 36 4 a7 B 2 90 61 5 9 40 i i 4=
K. — £ AT e 5 EGFR/MAPK/ERK G f#% il
EGFR/MAPK/JNK i % 1 & . A5 45 R 8o,
PKG- [ 5 PKG-1I 7& CRC il &3k /K A% T 0F # 41
21, 3 H W HE R B R IL IR Y p-VASP Ser239 11y
FEAFFEAE CRC 48 rh Rk, R PKG W FpE
R 338 ROl X — 25 R 5 Bk WALD-
KIRCH 2 4 S —5,

B e S CRC R R f cAMP/PKA i
B VE R B & B, 25 /0 BRUME s 1 S cAMP 251 8-
IR-cAMP 5, J& & 4t b i PKA A3 L 55 08 2>, 1
VEGF . E-#5 %5 1 k. MMP2 R AHAH B E 21k,
TINSLEY 2™V 57 2 W1 38 I cAMP DA 3 6 45 i i
AN P PKA IR B F R s s -, SR,
LEIPHRAKPAM 251 i fff 58 45 . % B . 76 FET
GEO %5 Jiz 95 240 Jf 52 5 vh 5% 46 4 K B 7 BCTGEF-) il
RS FEFEARK K F 1 2K (IGFLIR) 34 i 4 Jd 7 T 19
ML AT g 5 PKA W06 f ¢ .

FTRES 2019455 A% 48 K% 104

PKG 5 PKA & 4r 5K 8 T 4 g N cGMP 5
cAMP 7K - B Ak 4 22 26 1 B BT - 5 HORE oG 10 48
)15 5 58 1% 4 9 NO-cGMP-PKG 5 AC-cAMP-
PKA, BABYKUTTY "% ) i 58 & /8 NO-cGMP-
PKG i@ 31 #7% ERK-1/2 f1 AP-1 {2 # MMP-2/9 [
Pk, BT DL 45 g A i i B /1R 28 . FRANCIS
SEC R AN LN 1 B R TR it (PDED (9 1T [R] I B AIG
i cGMP 5 cAMP JKF-. i il PKG 5 PKA {4,
IFF AR B PR 28T R 245 nl 3 3 70 ) PDE #9761 vl 3
i cGMP 5 ¢cAMP KF- TG PKG 5 PKA, {Hi#
1Ll Wnt/g-Catenin {5 5 il }% 75 3 25 I &2 40 it
TS PKG 67,

VASP 15k —FhL2h 8 1456 8 1, 2 40 i
TR L P T A A0 TR R R R i 3L AT
BRREMBEAL, HUFREY, VASP Ser #R 1k
VR 15 L3l 2R 23R A 3 3R R A0 1 2 A4 0 4 i
I S T R A 22RO BROIR O R 1R 2B R
&Rl BRE A - 200 6 3 2 S5 L B R AORE 17 E 4 Jif
A R METL DT ST kB, VASP 7845 H W i
ZH G ) 2k B S R T R OGS VT A 9 55 E R AL, X —
ZER SORBFIE LS R —8 . ALT S0P mEgs 45 WA B, 4y
A H p-VASP Serl57 Fil i 5 p-VASP Ser239
VASP @2 Ak 7T £ 1 L 20 35 15 240 B 1 22 A 3 DL S 4
i 958 40 B B A7 15 RN BE T 4T . ik — &5 K W], VASP
Ser B IR 16 11 9 V8 FT BE J2 1 B 25 W 9 7k AE R4 28 1 4
Ml RA L BRI ER R . FEARMIE e PKA % #
1 p-VASP Serl57 1 CRC {4 5 p-VASP Ser239
[Fi) B A . 55 ALT 2605 fF 55 AR A, 3 00 W7 68 5 AF 52 %
SORTEA & ALT S5 fifF 55 FH 9 45 i 98 40 G » 40 i ol
IR B — L T AR B 5T R B S 4 T A1 2, Rl RE
H S A A A AN S s 5 Ak BT IR R R AR 2 5 L K
5 HEDN AT BE 5 AR B 5T B R AR = > A % 7E S SE
KW FE W P I KRR A

AL RGBS T PKG i fb W%, PKA, VASP
DL PKG 5 PKA 36 #: i Wi Ff VASP Ser # iR
B I E K K7 CRC 41418 2 0F % i 2 4 40
B33k, BF 5% 45 3L 45 % PKG W Rl 80 19 3% 1 & 36 5k
5 CRC B4R JREDIM K. X —45 55 H At 5%
BRI B, Bl G5 SHRERAYITE
(AT IE Y7 A 3l AT 5% IE A 035 5 I AR F 98 45 R IE
BRI IRIZWHRYY CRC F-4R 28 Ry S 3 it T
SR
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