WHAT IS FGF?

Fibroblast growth factors or FGFs are a family of growth factors involved in angiogenesis, wound healing
and embryonic development. The FGFs are heparin binding proteins and interactions with cell surface
associated heparin sulfate proteoglycans have been shown to be essential for FGF signal transduction.
FGFs are key players in the processes of proliferation and differentiation of wide variety of cell tissues.

A detailed day-by-day study was performed in 1988 (A4, Al1l). Discovered only in the
seventies, and also a peptide, this FGF is critical in the development of embryos, including
humans. However, it is not found to be circulating in the human adult bodies.

Nerve growth factor (NGF) is a small secreted protein with is important for the growth, maintenance
and survival of certain target neurons (nerve cells). It also functions as a signaling molecule. [1] [2] It is
perhaps the prototypical growth factor, in that it is one of the first to be described. While “nerve growth
factor” refers to a single factor, [3] ‘nerve growth factors” refers to a family of factors also known as
neurotorphins. [4] Other members of the neurotropic family that are well recognized include Brain-
Derived Neurotropic Factor (BDNF), Neurotropin-3 (NT-3) and Neurotropin 4/5 (NT-4/5).

EGF results in cellular proliferation, differentiation and survival.[5] EGF is a low molecular weight
polypeptide first purified from the mouse submandibular gland, but since then found in many human
tissues including Submandibular gland and Parotid gland. Salivary EGF which seems also regulated by
dietary inorganic iodine also plays an important physiological role in the maintenance of oro-esophageal
and gastric tissue integrity. The biological effects of salivary EGF include healing oral and gastro
esophageal ulcers, inhibition of gastric acid secretion, stimulation of DNA synthesis as well as mucosal
protection from intraluminal injurious factors such as gastric acid, bile acid, pepsin, and trypsin and to
physical, chemical and bacterial agents. [6]

CTGF (connective tissue growth factor) is a cysteine rich, matrix associated, heparin binding protein. In
vitro, CTGF mirrors some of the effects of TGH beta on skin fibroblasts such as simulation of extracellular
heparin matrix binding proteins. CTGF has important roles in many biological processes, including cell
adhesion, migration, proliferation, angiogenesis, skeletal development, and tissue wound repair, and is
critically involved in fibrotic disease and several forms of cancers.

How is FGF helpful to humans?

The precise blend of oligopeptides may be seen as building blocks, without a bridge, or a
director. The role of such a director is fulfilled by a growth factor known as the Fibroblast
Growth Factor, (repair factor) or FGF. FGF is prolific in PESE, as well as in the human
placenta. On the 11th day of the incubation cycle of a chicken egg, the embryonic tissue
shows a steep increase in the FGF, with the appropriate peptides to form the solid organs
and bones (A1l).

FGF is responsible for building the linings in the blood vessels, creating the infrastructure for
the nutrients to flow to critical areas of the brain and organs. Research credits FGF with the
potential to directly affect many neuro disorders because of clear results of the ability of



FGF to affect the growth of neurites (A2). Neurites are signal senders (Axons) and signal
receivers (dendrites) attached to the brain neurons.

Research (A7) has also shown clearly that new cell cultures show a dramatic increase in
peptide and amino acid uptake in the presence of FGF. This result gives credence to the
hypothesis that embryonic growth is influenced by a very precise mechanism, which
combines unique combinations of amino acids, peptides and FGF.

Since FGF is not circulating in adults, multiple research projects on the effects of FGF
serums to cure neurological disorders have been carried out.

Fundamental to the research is the fact discovered by Altman, J. in 1962 (A26) that neural
STEM cells are formed by the body in response to abnormalities, and are resident in certain
zones of the brain. The brain is therefore ready to repair the damage, and these cells have
shown to differentiate into a wide range of neurons (A27). Neurons derived from such
neural stem cells are capable of migrating to various regions of the Central Nervous System.
Over a decade of work, both in vivo and ex vivo has revealed that exposure to such neural
stem cells to FGF permits direct differentiation into the required neural cells (A14, A25).
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