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AD/PD Research

Alpha 1 Antichymotrypsin

Prepared from human plasma

AD patients seem to express increased alpha
1-Antichymotrypsin (AACT) index, suggesting
an intrathecal production of AACT. Indeed,
AACT is a major component of the amyloid
plagues found in the brains of AD patients. In
Parkinson's disease (PD), AACT gene has
been suggested as a susceptibility factor that
might be related to the onset of PD*?.

Myeloperoxidase

Isolated from whole blood

Myeloperoxidase (MPO) was found to be a key
oxidant-producing enzyme during inflammation
and it appeared to be upregulated in the ventral
midbrain of human PD. It has been suggested
that inhibitors of MPO “may provide a protective
benefit in PD” 3. Although unexpected,
myeloperoxidase expression was found in
neurons and it increased in brain tissue showing
AD neuropathology. Thus it is possible that
MPO contributes to the oxidative stress
implicated in the pathogenesis of the
neurodegenerative disorder.
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Alpha 1 Antitrypsin

An acute phase plasma protein

Like alpha 1-antichymotrypsin alpha 1-
antichymotrypsin might be functionally involved
in the pathogenesis of the Ilesions of
Alzheimer's disease. Both serine protease
inhibitors are found in neurofibrillary tangles
and senile plaques. The major cell producing
alpha 1-antitrypsin localization in seems to be
the astrocytes, which are involved in both
lesions®.

Alpha 2 Macroglobulin

Prepared from plasma

Alpha 2 Macroglobulin (A2M) seems to play a
role in the development of sporadic AD. A2M-D
allele was observed as a weak AD protective
factor, and the possible interaction of APOE-
epsilon 4 and A2M-G alleles may have cause an

“increase AD risk in Mainland Han Chinese”®.

Plasmin

Isolated from human plasma

The plasmin system is involved in the
degradation of Abeta peptides’. Brain plasmin
enhances APP alpha-cleavage and Abeta
degradation and is reduced in Alzheimer's
disease brains”®.
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Now Available

Plasminogen Transferrin
Isolated from human plasma Isolated from human plasma
Plasminogen is the precursor of the serine Transferrin is a glycosylated metal-carrying
protease plasmin which is involved in serum protein. Transferrin, the transport protein
fibrinolysis. The Tissue Plasminogen Activator- of iron, has been implicated as playing a role in
Plasminogen Proteolytic Cascade Accelerates AD and PD by regulating the iron
Amyloid-B (AB) Degradation and Inhibits AP concentrations in the brain*>*.

induced Neurodegeneration®.

Haptoglobin Chymotrypsin

Isolated from plasma Isolated from human plasma
Particular fragments of Haptoglobin are found in Chymotrypsin-like proteasome activities were
the circulation of patients suffering from found to increase in cells treated with 10-100
Alzheimer's dementia. Haptoglobin fragments uM 6-OHDA, while “higher doses caused a
have been use in the efforts to better diagnose marked decline” **. Such harsh oxidative attacks
Alzheimer's disease and determine risk- might cause failure of the ubiquitin-proteasome
assessment, disease progression, disease system (UPS) which leads to protein
state, therapeutic avenues, among other aggregation and cell death. “Mutations in
pharmaceutical agents deemed to be familial PD have been associated with the

10,11

efficacious in treating the disease failure of protein degradation through UPS” **.
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