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Introduction ﬁm@ﬂp@pt@m Effect of Bee Vemom against Newronal Cell Death

Acute and chronic neurodegenerative diseases W, DL A
are illnesses associated with high morbidity |
and mortality, and few or no effective options
are available for their treatment. A
characteristic of many neurodegenerative
diseases — which include stroke, brain trauma,
spinal cord injury, amyotrophic lateral >
sclerosis, Huntington’s disease, Alzheimer’s o S o . | oo i — %Jr
disease, and Parkinson’s disease — is neuronal Y (ngim) gl s BV (ngiml) = ,

cell death. Given that central nervous system B
tissue has very limited, if any, regenerative e '
capacity, it is of utmost importance to limit the
damage caused by neuronal death. Bee venom,
which is also known as apitoxin, consists of
several biologically active peptides, including
melittin, adolapin, mast cell degranulating

peptide and phospholipase A2. Furthermore,
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bee venom contains a variety of bioamines, |’~1F‘F+“m”3 MPP+ (1mM)

BY {ngfmi) --' ~ BV (ngimil)
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such as apamin, histamine, procamine,
serotonin, and norepinephrine, which facilitate
nerve transmission and healing in a variety of
nerve disorders. This gives bee venom the
ability to travel along the neural pathways from
the spine to various trigger points and injured
areas to help repair nerve damage and restore 8 _—
mobility. This review article overviews; (1) 2esiaten .
causes and mechanisms of neurodegenerative B §n? C N B

LY 2594002 (20haA)

diseases which pertains to neuronal cell death, ' ' SV (100na/mi)

(2) evidence linking composition comprising WS | -
bee venom to its substantial potential forgh | Bt i
preventing and treating of neurodegenerative svmrm
diseases associated with neuronal cell death, S0 D w R
and (3) how improving our knowledge of the Lvassoos Goum
various mechanisms mediating neuroprotective > gl

and neurotherapeutic activities of bee venom

against neuronal cell death may led to novel 0-
therapeutic strategies for the treatment of oL M= MPP# (1mM)
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neurodegenerative diseases. asa 2o . ¢ | |evzsioos Gomm i

BV (100 ng/mi) + BV (100ng/mi) - BY {100ng/ml)
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