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Abstract  Objective To analyze the microRNA expression profile in Colon cancer. Methods 5 human colon
cancer tissues and 5 peritumor normal tissues were collected for examining the microRNA expression changes by Af-
fymetrix miRNA 4. 0 microarray. Bioinformatics analysis was used to predict target genes of the deregulated microR—
NAs identify the enriched pathways and biological processes of target gene. Results Gene expression profile anal—
ysis showed that 73 deregulated microRNA in colon cancer the top 13 up—regulated and the top 13 down-regulated
microRNAs were selected for a brief summary including some novel colon cancer related genes such as hsa-miR-
1833p hsa-miR224-5p hsa-miR-99a-5p. Moreover bioinformatics analysis showed the physiological significance
of predicted target genes of microRNA such as protein modification process Wnt signaling pathway post transla—
tional protein modification ras signaling pathway pathways in cancer and TP53 transcriptional regulation. Conclu—
sion Detection of changes in miRNA expression profiles in colon cancer tissues providing new insights into the
pathogenesis of colon cancer finding early diagnostic and prognostic markers and expanding treatment strategies.
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Relationship between context memory and fear memory

extinguishment and reestablishment
Yao Huihui' Zhang Pingping® Wang Liecheng’
( 'Dept of Second Clinical Medical College *Dept of Physiology of
Basic Medical College Anhui Medical University Hefei 230032)
Abstract  Objective To establish extinguish and reestablish fear memory on free-moving mice in a short period
and explore the role of context memory in extinguishing fear memory so as to provide experimental methods and ex—
perimental evidences for psychological teaching. Methods Kunming mice were selected to screen for optimal ex—
perimental stimulation conditions. Then the mice were placed into a square cage and given conditional stimulation
( CS) about 30 s followed by non-conditional stimulation ( US) . After a solid fear memory has been formed part
of the mice were put into in the same context and given only CS without US. And the other part of mice were put in—
to a round cage and given only CS without US too. After the fear memory of the mice in the squre cage was extin—
guished the CS and the subsequent US were given again. Results (1) During the formation of fear memory there
was a significant difference in the times and holding time of stiff standing of the mice after the 6th sound stimulation

compaired with the 1st sound stimulation (¢ =2.728 ¢ =2.918 P <0.05)

been established and consolidated. 2) In the process of extinguishing fear memory in the same context the times

indicating that the fear memory had

and holding time of stiff standing of the mice after the 4th sound stimulation were significantly different from the 1st
(r=5.824 +=2.695 P <0.05)

context was changed to round in the process of extinguishing the fear memory the stiff standing of the mice in the

indicating that the fear memory had been extinguished successfully. 3) When the

times after the 3rd sound stimulation was significantly different from the 1st meanwhile in the holding time after the
4th sound stimulation also had a significant difference compared with 1st( P <0.05) indicating that the fear mem—
ory had been extinguished. (4) During the course of reestablishing the fear memory in the same context the times
and lasting time of stiff standing after the 3rd sound stimulation were significantly different from the 1st( 1 =2. 480

t=1.404 P <0.05)

experimental design method is easy to form fear memory and erase in a short time. When the environment changes

indicating that the fear memory had been reestablished and consolidated. Conclusion The

eliminating the episodic memory of the mouse to a certain extent weakens the role of conditional stimulation
making the fear memory easier to erase. The process of re-establishing fear memory is equivalent to an enhancement
of the initial establishment and the number of times required is significantly reduced.
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