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mphetamine (AMPH) is a well-known drug abuse and neurotoxin. It'can across
bloed brain barrier and affect to neuronal and glia cells damaged. Among them,
microglia cells possess the protection of central nervous system as cells of immunity
~ system for protection the brain from toxin and pathogen. Microglia also has phagocytosis
and scavenger properties by depending on the condition that activated the microglia.
They are activated when the brain injury from inflammation, damage, and disease, lead
to release neurotoxic factors including, pro-inflammatory cytokines such as tumor
necrosis factor-alpha (TNF-a), interleukin-1beta (IL-1p), nitric oxide (NO) and superoxide
anion(Q,"). Transforming growth factor;beta1 (TGF-B1) can exercise both growth factor
and neuroprotective effects in brain. Thus, the neutralization of neurotoxic factors by
TGF-B1 provides significant neuroprotection which it can reduce neuronal cells damaged
and neurotoxic factors release. In the present study, we examined the neurotoxic effects
of AMPH on microglial cells and also study the effects of TGF-B1 to protect microglia
ceﬁsbfré‘m AMPH. Microglia cells were treated with various concentrations of AMPH and
TGF-B1. Moreover, cell viability were determined by MTT assay and also investigated the
expression of pro-inflammation cytokines including, interlukin-6 (IL-6), interferon-beta
(IFN-B), and monocyte chemoattractant protein-1 (MCP-1) by reverse transcriptase-
polymerase chain reaction (RT-PCR). The results showed that AMPH significantly
reduced cell viability (p<0.05) in a dose-dependent manner, but TGF—[ﬁ were not effect.
To examine the neuroprotective effects of TGF-B1, microglia cells were pretreated with
various concentration of TGF-p1 for 1 h followed by AMPH incubation for 24 and 48 h.
The- results showed that TGF-B1 causes increase the cells viability in AMPH treated
group (p<0.05) in a dose-dependent. Furthermore, AMPH also potentially induced
expression of IL-6, MCP-1 and IFN-B at 1.6 mM. TGF-$1 reduced microglia cell secretion
pro-inflammatory cytokines, especially IL-6 and MCP-1. The expression of these genes
causes the secretion of proteins from microglia cells, lead to neuronal cells death.
Thevrefore, the induction of these genes expression by AMPH in microglial cells may be a
major source of cytotoxic factors in CNS inflammatory disorders associated with the
death of neurons and glia cell. Administration of exogeneous TGF-B1 will be beneficial,
as it increase cell viability, and may therefore, be able to be used as a neuroprotective

agent in toxicity induced by AMPH.





