BRERKFFR 2012 F£5 37 55 4 B (Journal of Chongqing Medical University 2012. Vol.37 No.4) — 289 —

JERBIESE  DOI.10.3969/;. issn. 0253-3626. 2012. 04. 001

5597 K b ifE 55 0 b Bt P % 1125 pCREB
TEAMRR A TP A 1 H ) 30 280 58

FIEE, % A, Hilap, Kuedt
(TPREE R M LR R Beph 2 R, TG 400014)

(5 Z] 8 a9 WEIR R AR 1A 0 15 371 5 o R (9 35003 46 L A0 9 20 M B TR Ak cAMIP 52 13 TG 745 4 2 11 ( Phosphorylated
cAMP response element-binding protein, pCREB) X 4 {753 Sy M £ 0 IVE R o 77 ik : LABSESR 11 d 193 Sh i i RS 0T 42, B 2
34 (1) TEF X IRAL E R DN SRS R 14 do (2) M RAEROENAL B H G S i A i R R E 14 d BN
PEX R (0.5 mmol/L) FYZE RIEFRMAE M | h 52 EE; 7. (3) B pCREB HUiA T 120 : 1155 pCREB B K 13 B ik A 15 77 W
(pCREB HUfAZR N S pg/ml) Bkt 75 3 d, el & VL2 R (0.5 mmol/L) 58 &R FRAE M | h J5 2 k5%, >R TUNEL
SV R B DO R 45 20 5 TRV D iy ) T A 5 G A AL WL T S I i 28 JC A pCREB 2 R A A2 M, 5 R: (1)
FRPE R AR 1 S fi R CAL DR AT TR 2L (95. 44 £ 14.30) B35 2 T X IR (41.30 £9.30) (P <0.05) ;pCREB ik
(201.36 £19.31) BEXF HRZH (75. 12 £13.71) BE TR (P <0.05) o (2) %1 pCREB HUiAT-T020 - ¥ S il i CAT X AR P T2 40
J1(140. 88 = 18. 32) Hefi ME A AR BLIL] 44 2 (P <0.05) ;pCREB 35 (172. 60 + 17. 68 ) 00 MAL 235 T iy BB 41 1 2%
FEMR(P <0.05) o i (1) FPEAAE AT A I iAo 30 5 i A 22 M 0 T 2E IR ph el . (2) IR PE R AR IS i o
i 7 22 40 CREB BOBERR ALY 58, BELWT CREB AYBERR (L vl S Bhh 2 A JA T n i

[ X817 ] pCREB ;¥ 5 i A s i P& A s A T2

[ PEEH S EKESES]R329.28 [ X#ktRER]A [ YeFm HE#A]2011-10-24

Effect of pCREB on the apotosis of neurons in cultured hippocampal

slices after seizure-like activity
HE Zhihui, JIANG Li,CHENG Hengsheng ,ZHANG Xiaoping
( Department of Neurology , Children’ s Hospital ,Chongqing Medical University)
[ Abstract] Objective . To study the effect of seizure-like activity and pCREB on the neurons in cultured hippocampal slices in vitro.
Methods : Hippocampal slice cultured for 11 days were randomly divided into 3 groups: (1) control group:cultured hippocampal slices
were exposed to regular media to 14 d. (2) seizure-like activity model group: cultured hippocampal slices were exposed to regular media
to 14 d,then returned to regular media with pilocarpine( final concentration;5 mmol/L) for another 1 h. (3) anti-pCREB antibody trea-
ted group: cultured hippocampal slices were pre-cultured with regular media with anti-pCREB antibody ( final concentration:5 pg/ml)
to 14 d,then returned to regular media with pilocarpine (final concentration:5 mmol/L) for another 1 h. The apoptosis neurons of cul-
tured hippocampal slices was detected by terminal deoxynucleotidyl dUTP nick end-labeling ( TUNEL) staining in situ. Expression of
pCREB protein in the neurons of cultured hippocampal slices was detected by immunocytochemistry. Results: (1) Seizure-like activity
model group:the number of apoptotic neurons in CAl of cultured hippocampal slices was(95.44 +14.30) significantly increased com-
pared with that of (41.30 £9.30) in the control group( P <0.05). The expressions of pCREB in neurons in CAl of cultured hipp-
ocampal slices were(201.36 +19.31) ,remarkably up-regulated compared with those of (75.12 +13.71) in the control group (P <
0.05). (2) Anti-pCREB antibody treated group:the number with of apoptotic of neurons in CAl of cultured hippocampal slices was
(140. 88 +18.32) significantly increased compared with that in the seizure-like activity model group (P <0.05). The expressions of
pCREB were (172.60 +17.68) remarkably up-regulated compared with those in the control group (P <0.05). Conclusion (1) Sei-
zure-like activity can induce neuronal apoptosis and aggravate neuronal injury in cultured hippocampal slices. (2) Seizure-like activity
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Expressing of apoptotic neurons in CA1 of cultured rat hippocampal slices in different groups( DAB,400 x )

B. JRA A A AR A

C. $i pCREB H{AT B4

L

C. Hit pCREB AT HiZH

B2 FE4AEAEFAREDMNA CA1 X pCREB 3*i% ( DAB,400 x )
Fig.2 Expression of pCREB in neurons in CA1 of cultured rat hippocampal slices in different groups( DAB,400 x )
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Effect of silencing PARG on proliferation and differentiation

of local B220 "DEC205 "DC

WANG Jieqiong ,WANG Yalan ,YANG Yi,SHENG Yongtao
( Department of Pathology , College of Basic Medicine ,Molecular Medicine

and Cancer Research Center ,Chongqing Medical University)
[ Abstract] Objective: To investigate the effect of silencing PARG on the proliferation and differentiation of tumor local B220*
DEC205 " DC and its role in colon carcinoma metastasis. Methods ; Experiment group was established by transfecting lentivirus Poly
(ADP-ribose) glycohydrolase-short hairpin RNA (PARG-shRNA) into mouse colon carcinoma CT26 cells and control group by enrol-
ling CT26 cells without any treatment and CT26 cells with empty vector. Liver metastasis model of colon carcinoma was established by
splenic subcapsular inoculation. The expressions of PARG,PARP and NF-kB proteins in splenic carcinoma were detected by Western
blot of B220" DEC205° DC the

immunofluorescence double labeling assay. The levels of IL-10 and

and those in spleen by
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TGF-B in the serum were measured by enzyme-linked immunosorbent
assay ( ELISA) . Results ; The size of splenic carcinoma and the num-

ber of metastatic liver nodules in experiment group were smaller and
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