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subject to immune attack from complement assembly.5 As far as is known, this technique 
has not been applied to pathogenic bacteria (including the Lyme spirochete) that have 
achieved immune protection through factor H binding (see Chart 2). 

If the Lyme disease spirochete did not have the ability to bind a factor H mimic of 
its own generation and thereby afford protection from the immune system, the 
components of complement would assemble at the antigen-antibody complex, and lysis of 
the organism would occur as with other bacteria through the action of the MAC. Since 
serum factor H is always present, this event does not occur, allowing the Lyme disease 
spirochete to remain an extremely difficult organism to control. 

Antibodies made to the binding site for factor H prevent factor H from binding to 
the surface. In the case of the Lyme disease spirochete, the antigenic site (OspE) is 
variable as dictated by previous therapies and attempts to kill the organism. However, it 
has been demonstrated that the serum of Lyme disease patients contains antibodies to the 
spirochete. Whether these antibodies are sufficient to successfully bind to and destroy the 
organism following the administration of antibodies to the factor H binding site (OspE) 
remains to be seen (see Chart 3). 
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Chart 3

Antibodies to Factor H
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Factor H Binding
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Bb - Borrelia burgdorferi
MAC - Membrane Attack Complex
OspE - Outer Surface Protein E  

Normal Mechanism of Virus Destruction 
There is one major difference between the destruction of a bacterial cell and a 

virus by the immune system. That difference lies in the absence of a membrane or wall 
surrounding the virus. It is true that some viruses have a “membrane” surrounding the 
outer protein coat but this membrane is not of the virus (there are no viral genes to specify 
it) but has been borrowed from the host to mask or disguise itself for protection from the 
immune system. The normal or classical mechanism for bacterial (cellular) destruction by 
the complement system is the formation of the MAC, a protein pore that is inserted into 


