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nucleus of each layer of epidermis mainly in the upper part of stratum spinosum and granular layer. In normal con—

trol group C/EBPB was abundantly expressed in the nucleus of each layer of epidermis. C/EBPR protein and mR—

NA expression was significantly decreased in psoriasis compared to the normal control( P <0. 05) . Pearson correla—

tion analysis showed that C/EBPB protein expression was negatively correlated with PASI score( r= —0. 604 P =

0.017) . Conclusion
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The decrease of C/EBPB expression may participate in the development of psoriasis.

psoriasis vulgaris; tissue; C/EBPB; immunohistochemistry; PCR



* 1916 -

Acta Universitatis Medicinalis Anhui

2018 Dec; 53( 12)

1
1.1
2006 4 ~2015 10
90 62 28 TNM
I/1 55 m/v 35 .
20 Western blot qRT-
PCR o
1.2 CD11C abcam
; VIP +CD206 CD68
bioss : B-actin
; ECL N
Thermo : PCR
1.3
1.3.1 SP
CD68.CD11c¢.CD206  VIP
2 pm
1:2000
VIP (CD68 1:400 CD206 1:100 CDllec
1:100) 4 C 37 C
30 min PBS DAB ;
1.3.2 Western blot 100 mg
RIPA Iml 4 °C 12 000
r/min 15 min SDS-
PAGE 1:4 5 x SDS-PAGE
o 10 min
o SDS-
PAGE o 5~20 ple
80 V.
PVDF
5 min VIP (
1 :300 ; 10% )4 C
o 1 :10 000 HRP
o 2 h,
3 . N N ;

B-actin : VIP B-actin
1.3.3 qRT-PCR TRIzol 20

RNA cDNA
PCR © 95 C 2 min; 95 C 5 s 60
C 10s 40 . VIP F:
5’ -CTTGGGTCAACTTTCTGCCA3’ R: 5’ -GGCGG-
GTATAGTTGTCAGTG3’ 131 bp;

( B-actin) F: 5’ -GGGAAATCGTGCGTGACATTA-

AGG3’ R: 5" -CAGGAAGGAAGGCTGGAAGAGTG-
3’ 180 bp; VIP mNA
H8ACH .
1.4
3 2 1
0 - :
5 0~5%
0 5% ~50% 1 50% ~75% 2 75%
~100% 3 & 0
(-) 1~3 (+) 4~6
(++) 9 () + ~t ;
=4
<4 o
1.5 SPSS 16.0 GraphPad
Prism xS
14
X Spearman
Gamma
P <0.05
2
2.1 VIP N qRT-PCR
mRNA
(1.10 £0.48) (0.22
0. 13) (t=7.88 P<0.01) .
1. Western blot VIP
(0.87 £0.20) (0.46 =
1. 56) (¢=5.57 P<0.01)
2.
2.2 VIP

80% ( 72/90)
29% (26/90)



Acta Universitatis Medicinalis Anhui

2018 Dec; 53( 12)

- 1917 -

(x° =12.63.4.756 P <0.05)
N TNM N
lo

vIP

CD68
2; VIP

(r=0.443 P <0.05)

1 qRT-PCR VIP
2 VIP
T: i N: ;avbievd 1 4
3
HE x400
A: VIP; B: CD68; C: CD206; D: CDI1¢; 1: 28
3, VIP

CD206 (r=0.328 P <0.05) 3;
CDl1l1c (r=-0.309 P<0.05)
4,
1 VIP (n)
VIP
n Xz P
62 32 30 0.020 0.887
28 14 14
()
<50 37 24 13 4.756  0.029
=50 53 22 31
(cm)
<5 32 15 17 0.357  0.550
>5 58 31 27
52 29 23 1.069  0.301
38 17 21
TNM
I ~1 55 27 28 0.231 0.631
Im~1mv 35 19 16
AFP( ng/ml)
>20 44 21 23 0.394  0.530
<20 46 25 21
HBsAg
61 30 31 0.282  0.595
29 16 13
68 42 26 12.63 0. 000
22 4 18
2 VIP CD6$ (n)
CD68
VIP
- + + H
- 6 8 4 18
+ 14 12 28
++ 6 7 3 20
H 3 6 7 24
29 33 16 12 90
3 VIP CD206 (n)
CD206
VIP
- + + Ht
- 8 6 4 0 18
+ 6 15 1 28
X H 76 0 20
H 3 10 6 5 24
24 31 23 6 90




* 1918 Acta Universitatis Medicinalis Anhui 2018 Dec; 53(12)
4 VIP CDllc (n) VIP
VIP CDllec VIP
-« H
- 2 4 5 7 18
+ 5 8 7 8 28 VIP o
H 6 7 3 4 20 VIP
H 8 7 7 2 24
21 26 22 21 90 VIPR
VIP VIP
" VIP
3
Said et al ° 70 VIP
VIP VIP o
28 TAM .
; VIP 6q24 M1 ~ \
9 kb 7 o >
N ; M2
/VIP T
e anti-TAM
"o VIP G > °
( VPAC1.VPAC2.PACI) PI3K
. 8 VIP TAM M2
. VIP Ml
1140 : VIP  TAM CD68
o 7 - M2 D206
L6112 Vip M2
% VIP . VIP TAM
10 1 M2 M1
VIP BCL=2 °
Ras/MAPK  PKA
? VIP
NKG2D. PI3K NKG2D-
PI3K 1 Waller .. Deshpande V' Pyrsopoulos N. Hepatocellular carcinoma
a comprehensive review J . World J Hepatol 2015 7(26) :2648
o VIP e
(116 £10. 14) pg/ml 2 Jin X Cai L Wang C et al. CASC2/miR24 /miR221 modulates
(42 44 +2. 54) p,g/mlo Caco2 the TRAIL resistance of hepatocellular carcinoma cell through
VIP HT29 caspase-8 /caspase3 J . Cell Death Dis 2018 9( 3) : 318.
VIP 3 Noy R Pollard J] W. Tumor-associated macrophages: from mecha—
nisms to therapy J . Immunity 2014 41(1) :49 -61.
VP 4 Shu Q H Ge Y S Ma H X et al. Prognostic value of polarized
3 min macrophages in patients with hepatocellular carcinoma after cura—
50% . " VIP tive resection J . J Cell Mol Med 2016 20(6) : 1024 —35.



Acta Universitatis Medicinalis Anhui

2018 Dec; 53( 12) + 1919 «

5  Vacas E Bajo A M Schally A V et al. Vasoactive intestinal pep— with PI3K3 inhibitors and VIP antagonists J . Blood Adv 2018 2
tide induces oxidative stress and suppresses metastatic potential in (3):210 -23.
human clear cell renal cell carcinoma J . Mol Cell Endocrinol 11 Sastry K S Chouchane A I Wang E et al. Cytoprotective effect of
2013 365(2):212 -22. neuropeptides on cancer stem cells: vasoactive intestinal peptide—
6  Said ST Mutt V. Polypeptide with broad-biological activity: I-sola— induced antiapoptotic signaling J . Cell Death Dis 2017 8(6):
tion from small intestine J . Science 1970 169(3951) : 1217 - 2844 -54.
8. 12 VIP
7 Li G Wu K Tao K et al. Vasoactive intestinal peptide induces NKG2D.PIBK p85a~NF — kB p65 J.
CD14 + HLA-DR~/low myeloid-derived suppressor cells in gastric 2015 55(24) :10 -3.
cancer J . Mol Med Rep 2015 12( 1) : 760 -8. 13 Hejna M Hamilton G Brodowicz T et al. Serum levels of Va-soac—
8  Jimeno R Leceta ] Martinez C et al. Effect of VIP on the balance tive intestinal peptide( VIP) in patients with adenocarci nomas of
between cytokines and master regulators of activated helper T cells the gastrointestinal tract J . Anticancer Res 2001 21 ( 2A):
J . Immunol Cell Biol 2012 90(2) : 178 - 86. 1183 -7.
9 Chen L Yuan W Chen Z et al. Vasoactive intestinal peptide repres— 14
ses activation of tumor-associated macrophages in gastric cancer via J. 2005 57(3) :379 -83.
regulation of TNFa IL-6 IL42 and iNOS J . Int J Oncol 15 Giraudo E Inoue M Hanahan D. An amino-bisphosphonate tar—
2015 47(4) :1361 -70. gets MMP-9-expressing macrophages and angiogenesis toimpair
10  Petersen C T Hassan M Morris A B et al. Improving T—cell expan— cervical carcinogenesis J . J Clin Invest 2004 114(5): 623 -

sion and function for adoptive T—cell therapy using ex vivo treatment

33.

The expression of vsoactive intestinal peptide and its relationship

with macrophage polarization in hepatocellular carcinoma
Wang Tao Ge Yongsheng Liu Wenbin et al
( Dept of Hepatic Surgery The Affiliated Provincial Hospital of Anhui Medical University
Anhui Province Key Laboratory of Hepatopancreatobiliary Surgery Hefei 230001)
Abstract Objective To research the expression of vasoactive intestinal peptide( VIP) and its relationship with
macrophage polarization in hepatocellular carcinoma( HCC) . Methods Immunohistochemistry was used to exam-—
ine the expression of VIP protein in 90 cases of HCC and surrounding healthy tissues; and CD68 CD206 CDl1lc as
the macrophage markers in inflammatory were also detected. Western blot and PCR ( qRT-PCR) were used to de—
tect the relative expression of VIP in 20 pairs of frozen liver cancer and surrounding tissues. Results ~ Immunohis—
tochemical staining showed that the positive expression rate of VIP in the the 90 HCC tissues was 80% which ap-
peared at a high level compared to adjacent tissues (29%) . There was a relationship between expression of VIP in
tumor cells in HCC and Liver cirrhosis and age (x° =12.63 4.756 P <0.05) while no significant correlation to
the TNM tage
the expression of VIP in hepatocellular carcinoma was greater than that in the surrounding healthy tissues( P <

0.01) .
lated with CD11c. Conclusion

tumor size and other clinical pathological. The results of Western blot and qRT-PCR showed that

The expression of VIP in HCC tissue was positively correlated with CD68 and CD206 and negatively corre—
The expression of VIP in HCC tissues is higher than those in adjacent and is as—
sociated with gender and age of in HCC which indicate that VIP may play important role in the occurrence and de—
velopment of HCC. VIP may promote the TAM to M2 polarization to influence the growth of HCC.

Key words hepatocellular carcinoma; VIP; TAM



