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Experimental study of Wnt3a regulating the cholinergic neuron differentiation of rat bone marrow mesenchy-
mal stem cells Wang Shuhui ,Wang Wei, Zhang Haiting . et al. Department of Neurology . Beijing Friend-
ship Hospital , Capital Medical University, Beijing 100050

[Abstract] Objective To investigate the effects of canonical Wnt/f-catenin signaling pathway on differ-
entiation of MSCs into neuron and cholinergic neuron. Methods Rat MSCs were isolated and purified through
differential anchoring method. Observe the morphological changes of cells under optical microscope, drew the
cell growth curves, and detect the surface antigens by FACScan. The distribution of $-catenin was detected by
Western blot and immunofluorescence stain after Wnt3a treatment. Then the fourth generation of MSCs was
divided into three groups. Group A: cells were cultured in DMEM; Group B: cells were cultured in DMEM
supplemented with 100 ng/ml basic fibroblast growth factor (bFGF) and 5 umol/L retinoic acid (RA); Group
C: cells were cultured in DMEM supplemented with 100 ng/ml bFGF, 5 umol/L RA and 50ng/ul Wnt3a. The
morphological changes of the cells were observed and the markers of neurons and cholinergic neurons were de-
tected by Western blot after inducing neuronal differentiation. Results MSCs were purified after passage 3
through differential anchoring method. The growth kinetics of MSCs showed cells grew slowly in the first two
days. After inoculation, entered a logarithmic phase from the third day and became slowly in the fifth day.
Positive rate of CD29 and CD44 was 99, 9% and 73. 2%. Compared with control group, Wnt3a treated MSCs
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showed a higher level of 3-catenin in the nucleus (P<C0. 01). The marker of neurons was detected in Group A,

but the marker of cholinergic neurons couldn’ t be detected. The marker of both neuron and cholinergic could

be detected in Group B and Group C. Compared to Group A, the level of the neurons’ marker was higher in

both Group B and Group C (P<C0. 01). Compared with Group B, the level of the cholinergic neurons marker

was significantly higher in the Group C (P<C0.01). Conclusion

Wnt3a could induce beta-catenin nuclear

translocation and activate the canonical Wnt pathway in MSCs. The canonical Wnt signaling pathway enhances

the differentiation of MSCs into cholinergic neurons.

[Key words] MSCs Wnt3a Cholinergic neuron Alzheimers disease
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[ Abstract]

after acute cerebral infarction. Methods

Correlation study between serum amyloid protein and acute cerebral infarction

Objective To evaluate the relationship between serum amyloid A and cognitive impairment
Based on the montreal cognitive assessment, 480 patients were divided
into two groups: patients with impairment cognitive and patients with no-impairment cognitive. Clinical bio-
chemical parameters and potential risk factors were analysed by statistic analysis. The indicators of statistically
significant and score of MoCA were conducted to assessment for multiple linear regression analysis. The corre-
lation of serum amyloid A and cognitive impairment were evaluated. Results A significant difference in risk

factors, including gender, alcoholism, diabetes, diabetic nephropathy, brain infarction, higher education, and
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