~ —
B deds 2010 4E 12 1 4539 % 45 12 M) o [ = =

growth and resistance to apoptosis. Oncol Rep,2009,22(4):789 - lates Nlp, a centrosome protein involved in microtubule nucleation.
798 Dev Cell,2003,5(1) ;113 - 125

7 Meraldi P, Nigg EA. Centrosome cohesion is regulated by a balance of 11 Rapley J, Baxter JE, Blot J,et al. Coordinate regulation of the mother
kinase and phosphatase activities. J Cell Sci,2001,114( Pt 20) ;3749 centriole component nlp by nek2 and plkl protein kinases. Mol Cell
-3757 Biol 2005 ,25(4) :1309 - 1324

8 Fry AM, Mayor T, Meraldi P, et al. C — Napl, a novel centrosomal 12 Wang Y, Zhan Q. Cell cycle — dependent expression of centrosomal
coiled — coil protein and candidate substrate of the cell cycle — regula- ninein - like protein in human cells is regulated by the anaphase —
ted protein kinase Nek2. J Cell Biol, 1998 ,141(7) :1563 - 1574 promoting complex. J Biol Chem,2007,282(24) :17712 —=17719

9  Haren L, Remy MH, Bazin I,et al. NEDDI - dependent recruitment 13 Song Y, Zhao C, Dong L, et al. Overexpression of cyclin Bl in human
of the gamma — tubulin ring complex to the centrosome is necessary for esophageal squamous cell carcinoma cells induces tumor cell invasive
centriole duplication and spindle assembly. J Cell Biol, 2006, 172 growth and metastasis. Carcinogenesis,2008,29(2) ;307 - 315
(4):505 =515 (i Fg :2010 =09 -25)

10 Casenghi M, Meraldi P, Weinhart U, et al. Polo — like kinase 1 regu- (f& 12010 =10 -20)

/NB7 RNA X ER I H i FEEFTHENEE
B 88 N [ 15 20 B B 4K 4 T 751 0 Sz ) 2=

2 Bk IHB3 B # RIE gHE

# E BM OWE/NG RNA X/INEURE & 88 N B A A i (EPCs ) Az 4K W 5% M B 3S F e B, LA R/ RNA S gt i, 74 348 1 4% 0
TR EPCs B9 THR N . ik B Ficoll 771385, 22 MG BESIAL , 75 2 4= UM EPCs, 4r B3R 20 K BR/M W RNA, 37 AN [\ e
JE RNA 25, W8 H X EPCs A < 1 A= %5 20 10 ) 68 (19 52 k) 5 MK 938 BOVR B2, B /M RNA b B AR | Bk i #4598 1 /5 i/ i RNA 26
Mgl RNA 07 E 4 ol e i p- 9 1 20 R OF 8 6 BR 2, 00 2% 400 2 K il 42 R LDH A5 4k |, 38 J il 35l 2 NO \NOS, M58 EPCs 11y
SriBIRE . N A M (X W 46 EPCs 3 T2 1§ %, Western Blotting WL %¢ EPCs K 0fil Flk - 1 9Kk 257, &R /Nj RNA 1E
20wg/ml 7245 e AR EPCs 38 A4 1 F i W1 2 5 /M RNA Hiikh #E4H EPCs % Flk — 1 /K % L3, EPCs T4 /0, LDH 1 iNOS A= 5% B
AP T B e o, 799 T 2 R0 R L PR RS S N RNA ] H S TR R A B RIS A/ RNA LR JHAH , S84 3& B R RS/
i RNA 7T LIAE i EPCs A3 4 s /N RNA FAL 3R AT DL o3 8 EPCs ST Flk — 1 7K F 36 2 98 72 1 43 30 S 1) PR 7 26 L i 34 o
EPCs HEAT Bl 1L 757 78 )5 B A 0 1 B B8 028 9 A R s

EEE N BulFEREERG /M RNA

Interfering Effect of Intestine RNA on Marrow — derived Endothelial Progenitor Cells of the Minipig Endured Ischemia and Reperfusion.
Cheng Kang ,Wang Haichang ,Zhou Xiang ,Zong Xiaojuan ,Zeng Guiying. Department of Cardology ,Xijing Hospital ,Shanxi 710032, China

Abstract Objective To observe the growth and ideal content of marrow — derived endothelial progenitor cells ( EPCs) of the
minipig affected by intestine RNA | and study the interfering effect of intestine RNA on EPCs transplantation endured ischemia reperfusion
injury (IRI) . Methods We induced minipig EPCs by Ficoll separation method and purification based on different adherence rate, and
separated the purified rat intestine RNA. We set different content of RNA groups to observe the effect on EPCs growth: group of intestine
RNA pretreatment, group of adding intestine RNA after ischemia and reperfusion, group of incubation only with intestine RNA, group of
simply ischemia and reperfusion,and normal control. The growth curve of the cells and content of LDH were detected. We measured NO,
NOS with the deoxidize — enzyme methods to observe the secretion function of EPCs. Apoptosis situation was observed with flow cytometry,
and Flk — 1 expression on the surface of EPCs with western blotting. Results The obviously stimulative effect of intestine RNA on EPCs

growth was about 20pg/ml. The expression of Flk — 1 was up — regulated in the group pretreated with intestine RNA , with less apoptosis of

He 4 I H « K E SRA R 4 B B IR H (30370581)
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EPCs. The amount of LDH and iNOS formation was significantly less than that in the simply ischemia and reperfusion group and treatment

with adding intestine RNA after ischemia and reperfusion group, but higher than that in the normal control group and simply intestine RNA

treatment group. Conclusion Ideal content of intestine RNA can promote the proliferation of EPCs. Intestine RNA pretreatment may pro-

tect EPCs by increasing the tolerance of EPCs to IRI and change of microenvironment by up - regulation of Flk — 1, reducing apoptosis and

down - regulation of bad factor formation.

Key words Endothelial progenitor cells; Ischemia — reperfusion injury; Intestine RNA
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Confirmation of Neural Pathway Connections by BDA Neural Tracing in Rat Striatum. Liu Bingbing, Mu Shuhua, Ouyang Lisi, Zhan
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Abstract Objective

To observe and confirm morphologic localization and synaptic contact with striatal neurons, and to confirm the
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