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Introduction

Wounding healing is broken down into four phases: Hemostasis, Inflammation,
Proliferation, and Remodeling. A detailed explanation can be seen in Figure 1.
Once wounded, fibrinogen is then recruited to the site during the hemostasis phase,
where it is then cleaved by thrombin to form a fibrin matrix that it is replaced with
collagen.

Expected Results

After the E. Coli are sufficiently grown and the plasmid lipofected into the
mouse cells, large amounts should be produced as a majority of fibrinogen is
typically produced in the liver cells

Introduction (cont.)

The primary purpose of this study is to develop the materials and protocols necessary
to enable production of “clean” and functional samples of fibrinogen in the lab for
A main challenge is to transfer the genes to express the
fibrinogen chains in either bacterial cells or mammalian cells. Bacterial cells are less
expensive to maintain in the lab and can potentially grow faster, but they typically do
not modify proteins after translation the same way that animal cells do, a set of steps
that is crucial for fibrinogen’s function. Mammalian cells can form the correct structure

wound healing studies.
. We hope that after we obtain Fibrinogen B-Chain, we can form some form

of fibrin gel when it is introduced to thrombin and any other clotting factors,

The 4 phases of wound healing such as Factor XIII. Figure 5 shows a fibrin gel
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in two forms: Fibrinogenemia (low or absent levels of fibrinogen) and
Dysfibrinogenemia (normal levels of fibrinogen but lacks proper function). Both of
these are often treated with fibrinogen concentrates or factor replacements to help
ensure healthy levels of functional fibrinogen.
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