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Introduction
Neuron degenerative diseases (NDDs) are a
miscellaneous group of disorders, which have
been characterized by the progressive
breakdown in many aspects of the coordination
in the CNS and PNS. The NDDs worldwide such
as Alzheimer's disease and Parkinson's disease
resulted from a variety of progressive
degeneration or death of neurons are presumed
as long-term disorders, have mental and physical
issues, and are incurable nowadays.
The current circumstance shows the desperation
and possibility of prevent or curing therapeutics
for NDDs. Here, we undergo a series of
experiments to test the function of a specific drug
on several NDDs, and discover the
pharmacological mechanisms and cross-
interaction might be different in distinct NDDs.
With the promising future, we aims to confront
the growing challenge posed by NDDs,
cooperating researchers and gathering existing
research evidence to investigate the key
research questions and barriers to progress in
this area.

Results Results

The results of this drug treatment indicate that the drug might be not

curable for our NDD models. This is different from our expected

result; however, the repeat number is only one so that we need more

experimental repeats to validate data’s reproducibility. Although the

treatment of NDDs often encounters many obstacles, we must

maintain a positive attitude and apply the knowledge and technology.

One day, neuron degenerative diseases will be cured and bring the

perspective of neuron research to the next level.

1. I learned that genotyping PCR is an excellent fundamental tool for

various applications, such as identification of gene mutation,

paternity test, detection of microbes, etc.

2. Although the drug has been reported it might rescue another kind

of NDD, it shows no significant improvement in behavior tests of our

NDD mouse models (DIII) with the same or higher dosage

treatments.

3. The fold changes of the drug’s target protein (e.g. Nrf1) increased

after drug treatment indicating the activity of this drug is normal;

however the expression level of down stream proteins (e.g.

ubiquitinated protein) is varied in DⅢ mice. It might imply the reason

why there were no improvement in DⅢ mice after drug treatment.

4. The Nrf1 protein expression is decreased in DI and DII cell

models indicating that the molecular mechanism of the drug might

be different in different cell-types / NDD mouse models.
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Figure	1. Identification	of NDDs	mice	
A. Materials and methods of genotyping PCR. (a) Disease Mouse Model Identification is presented by flowchart. (b) 1 The reagents of genomic DNA
(gDNA) extraction is for lysising 0.5 centimeter mouse toes and tails. (b) 2 Primer Design condition is for avoiding formation of primer dimers and
hairpin loop structures. (b) 3.1 Mice Genotyping replicated specific DNA on promoter region. (b) 3.2 The template of mice genotyping detected full
length fragment of mutant genes. B. The result of promoter region PCR. Note there are 34 mice carrying the promoter of the mutant gene, including
1,2,3,4,5,6,7,10,17,20,21,23,24,25,26,27,31,36,40,42,44,45,47,48, 50,51,57,61,63,64,65,66,67 and 69. C. Genotyping PCR of full length fragments. The
gDNA samples were referred from these 34 candidates in B.


