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Abstract - The usual and customary approach to veterinary cancer therapy is reviewed and the 
traditional measurement of its efficacy discussed.  A theory of the origin and progression of 
diseased tissue, based upon observations of clinical results realized with traditional treatment 
and the results observed using new protocols and preferential glycoproteins, alkaloid salts and 
adjuvants, is introduced.  The case is made that mainstream customary treatment with 
resection, amputation, chemical cell cycle blockers and irradiation will continue to demonstrate 
limited efficacy.  However, the use of lectins - glycoproteins -, alkaloid salts and adjuvants that 
preferentially cause apoptosis, block cell cycle and potentiate an immune response 
demonstrate enhanced efficacy. 
 
Some recent history of the use of alkaloids to treat cancer and the formulation of neoplasene is 
presented.  A description of the drug is put forth that outlines the characteristics of the 
theoretical chemistry of the constituent glycoproteins, alkaloid salts, adjuvants and the 
theoretical pharmacology of action that sets it apart from other chemotherapy medications.  
The critical advantages of preferential attack of diseased cells and the destruction of these 
cells while sparing normal tissue are explained.  Clinical application and case histories using 
glycoproteins, alkaloid salts and adjuvants for a wide range of cancer classifications are 
presented.  These clinical results embrace topical, injectable, infusible and per os 
administration of neoplasene.  Cancer cases presented include: hemangiosarcoma, 
osteosarcoma, melanoma, mast cell, squamous cell, fibrosarcoma and others.   
 
The Nature of Cancer - Observation of thousands of cases of animals that have presented with 
limps, lumps, lesions, bleeding, coughing, diarrhea, etc. and the response of the patients 
treated for these presentations have provided a basis for describing aspects of the cancer 
disease.  It is a tenet of the theory introduced herein, that accepted definitions of neoplasm, 
neoplasia, neoplastic and cancer do not properly reflect the observed nature of the cancer 
disease.  Because the definitions of these terms do not adequately define the disease they 
also do not elucidate the problem of cancer treatment.   It is also a tenet of this theory that 
many current protocols must be replaced with redirected treatment efforts. 
  
A prevailing understanding of cancer is that it is a malignant and invasive growth proliferating 
above the normal cell cycle rate, often recurring after resection and metastasizing to other 
sites; or any disease characterized as such.  Malignant, invasive and metastasis are things the 
abnormal tissue has appeared to be and do.   This description of cancer does not fit with 
careful observations of the nature of, the origin of, or the progression of abnormal tissue that is 
or should be referred to as cancer and that generally ends in death.  Stedman’s definitions of 
cancer and relevant related terms are no more precise 1.  Cancer: General term frequently 
used to indicate any of various types of malignant neoplasms, most of which invade 
surrounding tissue, may metastasize to several sites and are likely to recur after attempted 
removal and to cause death of the patient unless adequately treated; especially, any such 
carcinoma or sarcoma, but in ordinary usage especially the former:  Malignant: In reference to 
a neoplasm, having the property of being locally invasive and exhibiting destructive growth and 
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metastasis.  Metastasis: The spread, as in the appearance of neoplasms in parts … remote 
from the primary tumor.  
 
Malignant is understood as a proliferation of growth of tumor cells beyond that which is normal.  
Observation and data indicates that this view is not correct.  So called malignant cancers have 
a subverted cell cycle rate not an accelerated cell cycle rate 2.  From observation it is 
concluded that the capacity for normal apoptosis far outstrips normal cell cycle rates.  Invasive 
is a subjective word that implies that the diseased cells have extended from a cancerous 
growth.  It does not encompass the routinely observed situation where numerous colonies of 
diseased cells have developed independent of one another and are widely spread in the 
individual patient.  Recurrence after excision is a result of the fact that cancer is not restricted 
to a tumor.  This “recurrence” could be a result of the excision not including all of the obvious 
growth but it more likely is that the recurrence is simply another lump that progressed from a 
colony of diseased cells, likely co-mingled with healthy tissue, which had not become large 
enough to be noticed at the time of resection.  ‘Metastasizing to other sites’ suggests that 
tumors shed diseased cells which travel to other sites, become fixed at a new location, develop 
a blood supply and produce more diseased cells that gives rise to a new tumor from the mobile 
diseased cells.  This definition does not include the widespread occurrence of cancers of 
different cell types.  Observations of the disease and its treatment results have drawn attention 
to these characteristics that are not satisfactorily encompassed by prevailing definitions of 
cancer and terms defining related abnormal tissue as set forth 1.   
 
Customary Approach to Cancer Treatment - For many decades, amputation, resection, 
irradiation, thermal destruction and chemical therapies of many kinds to combat cancer have 
been common.  These protocols include injury to cells resulting in necrosis, impediments to 
cell cycle or, rarely, the encouragement of apoptosis.  The success of these drugs and 
protocols has been measured by a more rapid response to treatment, greater tumor shrinkage, 
longer disease free intervals and increases in survival time.  It is concluded that as these 
results are degrees of failure they cannot reasonably be claims of success.  This assessment 
is not new.  It has long been recognized that customary mainstream and alternative cancer 
treatment are most often futile.  Therefore a massive research effort has been underway for 
many decades with hope that invention might be attained as a result of the research.  This 
research has resulted in a mountain of information on diseased cell biology but limited practical 
affordable veterinary medicines or protocols have emerged that destroy cancer cells.   
 
Cancer is surrounded by notions that do not match observation including that cancer is a 
proliferation of cells at an abnormally high cell cycle rate. This notion does not conform to 
laboratory observations 2.  There are many other problems associated with this hypothesis.   
Cell cycle times vary in the body: mucosa divide in a few hours; epithelial cells in five to seven 
days; the average for somatic cells is about six weeks, the liver is about a year, nerve, heart 
and sinew cell cycle times approach never.  It is understood that normal cell death rates and 
normal cell life rates track one another to achieve homeostasis.  Therefore if cell cycle 
increases so does apoptosis because the capabilities of apoptosis far outstrip normal cell cycle 
rates.  Normal somatic cell cycle rate, unchecked by cell death rate, results in doubling of a 
given tumor in three to nine weeks by usual observation.  Assuming that one’s body weight is 
produced annually by normal cell division then the average adult will experience about one half 
pound per day of cell life and cell death. Thus 2n  = 365, implies that n = 8.5 cycles per year.  
Thus the time required for normal doubling of a given mass of tissue is six weeks.  
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Observations of the doubling of size in malignant tumors are in line with this estimate of normal 
cell cycle rate.  Therefore it is not likely that cancer is primarily accelerated cell cycle rate.3  

Complex closed systems like all else in the universe must obey the Second Law of 
Thermodynamics.  Entropy, a measure of disorder, always increases.  Therefore a debilitation 
of apoptosis is in accord to fundamental physics law and increased efficiency of cell cycle is 
not in accord to fundamental physics law.  It is highly likely, even in an open system to have 
disorder increase, not decrease.  It is highly likely that cancer is attenuated cell cycle rate and 
a still greater subversion of cell death rate. 
    
A second questionable notion is that widespread cancer is primarily the result of a tumor that 
appears and spreads out from the mother tumor location by metastasis.  This implies that 
epithelial cells, squamous cells, mast cells, melanocytes, etc. are interchangeable or 
contagious; both of these implications are far fetched.  It also is improbable that ubiquitous 
cancer is the result of an isolated cell becoming damaged, developing into a tumor and then 
becoming widespread by metastasis.  It is axiomatic that a tumor is the advanced state of 
diseased cells that have developed widely in the individual.  It is concluded that the disease, by 
the time a limp, lump or lesion presents, is already widely present from multiple sites of 
development.  Metastasis, while it may be a part of the progression of the advanced disease, 
is secondary to early stage independent development of diseased cells at many anatomical 
locations as a result of the ongoing debilitation of the apoptotic process greater in extent than 
the subversion of cell life rate. 

 
A third misunderstanding of cancer is that research oriented diagnostics are requisite and 
reliably useful.  It is often heard that: “We think we got it all, the margins are clean, the lungs 
were clear, etc.”  Experts argue about the tissue samples they examine with benefit of all the 
cytology aids at their disposal and the consultation of their associates.  Common verbiage 
such as undifferentiated, questionable, precancerous, transitional, maybe, pervade reports.  
Reliable sense has not been made out of biopsy analysis and treatment option decisions made 
based upon histopathology reports reflect this uncertainty.  Further, using ultrasound or 
radiographs as tools to determine the presence of cancer enable visualization of an abnormal 
lump but they are not up to the task of reliable diagnostics.  It is postulated that inordinate 
attention is paid to research diagnostics because practical treatment has been so elusive.  
 
Further it is accepted that there are but two types of abnormal tissue – benign and malignant.   
Cancer has been widely viewed as a visible and palpable mass with some structural 
organization.  There are but two broadly recognized conditions, a tumor is benign or it is 
malignant.  This thought model is not satisfying.  Diseased tissue presents as a tumor, a field 
of diseased cells, numerous sets of abnormal cells or even isolated rogue cells that escape 
notice; more often, all of these present simultaneously.  It is theorized that there is a 
continuous process by which healthy normal tissue is damaged and mutated to become 
diseased.  This tissue may progress to become more and more diseased and noticeable.  
Theoretically there are an infinite number of states of diseased tissue.  A benign tumor is 
diseased but just not as diseased and hostile as it may become.   
 
Additionally resection of a tumor with the additional removal of margins, irradiation and cell 
cycle blocking chemotherapy are routine therapies.  The often stated reason for the taking of 
margins is to remove diseased cells that cannot be seen and that have metastasized from the 
mother tumor.  Histopathology may confirm that the margin tissue is clean, or not clean, of 
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diseased cells.  But, the clean margin declaration does not preclude the subsequent 
recurrence of another tumor in the same location.  Nor does it preclude the frequent 
occurrence of other lesions of the same or different cell type elsewhere in the cancer victim.  
Irradiation surely does kill cancer and any other living cell that gets in the way.  Further since 
tiny colonies of diseased cells are usually widespread, they are not detected and not targeted 
and therefore irradiation is at best irradiation of masses of tissue large enough to see and 
leaves the patient with the disease.  The serious problems with conventional chemotherapy 
are that it is not sufficiently preferential and therefore visits havoc on the patient through side 
effects.  Further it focuses upon suppression of cell reproduction when the appropriate 
treatment would be to cause preferential cell death by any means.  It has been assumed by 
others that fundamental research into the nature of cancer on the cellular level would lead to 
the invention of medicines and therapies that resolve the cancer medical problem.  It is 
believed that research into causing the death of cancer cells would be more fruitful.  
 
Observation has led to the conclusions that cancer: is not runaway cell cycle, is not 
widespread only by metastasis, research diagnostics do not guarantee effective treatment, 
benign versus malignant classifications do not capture the nature of the disease, resection 
does not ensure eradication of the disease, irradiation is unacceptably nonspecific, chemical 
cell cycle blockers are not satisfactorily effective and research on the cellular level has not led 
to resolution of the cancer problem.  It is concluded that misunderstandings of the nature of 
abnormal tissue has resulted in definitions of terms related to cancer that reflect that 
misunderstanding and have resulted in medicines and procedures that focus on cell cycle 
blockage, tumor reduction, resection, etc. that lack practicality.  It is concluded that the widely 
accepted definitions of cancer and related terms presented and the implications of the 
definitions do not germanely encompass the disease or elucidate the nature of the treatment 
task to be addressed.  These definitions have been composed based upon hypotheses that 
have not stood the test of long-term experiment and observation.  Abandoning these 
hypotheses demands that a theory be presented that explains a basis that is consistent with 
experiment, observation and clinical results and also sets the requirements for effective 
medications and protocols. 
 
A Theory of Cancer - A fit place to start is to encompassingly define the disease.  An apt 
definition requires that the disease be well described and consistent with observations and with 
treatment results both failed and successful.  Cancer is defined by this theory as cell(s) or 
colony(s) of cells that: have an apoptotic self destruction function less than the cell life rate; 
have an abnormal cell cycle rate lower than normal; develop widely in the host independent of 
other abnormal cells; present in variable states of abnormal cell life rate and cell death rate 
and are largely invisible to the host’s immune system. 

 
The cell death rate and the cell life rate are integral to this theory, figure 1. 
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figure 1 – Normal and Disrupted Homeostasis 
 

The normal apoptotic capability function far outstrips the normal requirements of programmed 
cell death, figure 1a and 1b.  It is overwhelmed in figure 1c where cell cycle is shown 
accelerated.  Figure 1c represents the improbable situation of unchecked cell proliferation. 
Figure 1d is the situation that fits the vast majority of observed cancer cases, where cell cycle 
rate is depressed and cell death rate is more so suppressed.  Mitosis and apoptosis are very 
active biological functions, without cell replacement creatures would rapidly atrophy and age.  
Without programmed cell death creatures would grow to their death.  Equilibrium between 
these functions is required to maintain homeostasis.  If systems, of any kind, change they 
usually change for the worse.  It is therefore highly likely that apoptosis and mitosis would 
become debilitated as opposed to enhanced.  If mitosis degenerates, aging and atrophy 
presents.  If apoptosis is subverted more than cell cycle degenerates, cancer presents.  It is 
assumed that there are about forty billion cells per pound of somatic tissue each of which will 
divide by mitosis about fifty times, creating daughter cells numbering about 1,100 million, 
million cells before it dies.  This being the case without an ongoing process of cell suicide by 
genetically controlled apoptosis, all creatures would, if enough food and space were available, 
become behemoth.  This exponential growth is prevented by the rapid process of apoptosis 
which rids the individual of cells created that are not needed for growth and replacement, 
thereby balancing apoptosis and mitosis.  Slowly, usually with advancing age, hormonal 
changes, exposure to external carcinogens, exposure to radiation, viruses, bacteria, injury, 
etc., widespread variable degeneration occurs in a small percentage of cells that modifies or in 
the limit eliminates the apoptotic machinery giving rise to the build up of tissue that does not 
self destruct as it should.  It may self destruct after a fashion or it may not, or it may exhibit a 
spectrum of abnormal apoptotic behavior throughout the individual.  This theory allows for the 
unstable condition that results from cell death and cell life varying from the normal rates.  Since 
normal cell cycle would, in the absence of gene controlled apoptosis, result in destruction of 
the individual, subverted apoptosis is a befitting focus for the definition of cancer.  Whenever 
cell life rate minus cell death rate is greater than zero, cancer has been established.      
 
If multiple lesions present in a patient, it has been generally assumed that the disease has 
metastasized when the many lesions likely developed independently due primarily to 
widespread degeneration of the apoptotic and mitotic functions.  The reappearance of a tumor 
after resection is thought of as regrowth when a new tumor has simply developed in a field of 
diseased cells in proximity to the resection that at the time of surgery escaped detection.  
Malignant neoplasm has been alleged to be characterized by the absence of genetic mortality.  
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There may be a blockage by the unique synthesis of an apoptosis blocking enzyme in some 
aggressive tumors.  Other mechanisms of cell longevity may be due to the expression of the 
P53 gene.  In addition, neoplasm is largely invisible as far as the immune system is concerned.  
Chemotherapy that attenuates or blocks the cell cycle will have transient benefit and 
chemotherapies are not sufficiently preferential.  Cell cycle blockage is akin to trying to defeat 
an invading army, whose combatants have an extended life expectancy, by the hit and miss 
strategy of encouraging random birth control on the belligerents instead of preferentially killing 
them.  Irradiation is palliative because it cannot be directed preferentially to widespread 
colonies of undetected diseased cells.  It is concluded that apoptosis machinery is present in 
these so called malignant immortal cells but attenuated.  Whether this immortality is rare or 
common, induction of preferential apoptosis or other cell death means would be effective.  It 
makes no important difference whether mitosis or apoptosis or both result in instability so long 
as a means exists to occasion cell death in the abnormal tissue.  A treatment philosophy that 
assumes accelerated cell cycle rate, which is unlikely, ignores the probable cause of cancer – 
namely a debilitated apoptotic function.  It encourages the use of cell cycle blockage as a 
treatment when accelerating cell death would be the appropriate and fruitful protocol. 
 
The rejection of the unworkable hypotheses associated with cancer and the adoption of the 
theory presented lead to the description of the theoretically ideal medicine to eliminate cancer.   
The ideal cancer drug would: be preferential in its attack on cancer cells and therefore exhibit 
no healthy tissue side effects; trigger cell death by apoptosis, nuclear devastation or otherwise 
block cell cycle; potentiate an immune system response to facilitate immune-mediated 
rejection of diseased cells.  Some predictions of what cancer treatment would be like with this 
ideal drug include: external - or any accessible cancer - would be preferentially attacked and 
all diseased cells would succumb to apoptosis, nuclear destruction or necrosis within hours of 
contact with the drug and slough in but a few days.  Internal tumors would be attacked 
systemically by oral or injectable forms of the drug taken at a high enough dose to kill the 
diseased cells faster than they are accumulating and slow enough so that macrophages can 
eliminate the dead tissue.  So called “immortal” malignant cells would be blocked by the 
antimitotic function of the drug and preferential immune response necrosis and they would also 
succumb to apoptosis or nuclear destruction.  Resection without margins would be an 
appropriate debulking technique.  Debulking would allow systemic administration of the ideal 
drug to eliminate residual colonies of diseased cells faster than they are accumulating.  A 
vaccine immune response characteristic would continue to attack residual cancer that is 
widespread whether “immortal” or not and whether discernable or not.  Oral administration of 
the ideal drug would continue indefinitely to eliminate diseased cells as they are created. The 
drug would be taken prophylactically at low levels by high risk, or any patient, to virtually 
eliminate the possibility of cancer developing to the point of adverse clinical signs.  There 
would be no side effects associated with treatment. 
 
The Theoretical Chemistry and Pharmacology of Alkaloid Salts and Neoplasene Compounds –  
There are numerous alkaloids used as cancer treatment agents as well as for a multitude of 
other medical effects.  Some of the plants from which these alkaloids are obtained include: 
periwinkle, Catharanthus roseus, from which vinca alkaloids are obtained, the vinca alkaloids 
are feeble cell cycle blockers; mustard, Brassica sp., from which alkylating drugs are derived, 
are cell cycle blockers; mayapple, Podophyllum peltatum, the cell cycle drugs known as 
topoisomerase inhibitors are obtained from this plant as are epipodophyllotoxins; pacific yew, 
Taxus brevifolia, taxanes, another class of cell cycle blockers, are obtained from the yew tree; 
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plume poppy, Macleaya cordata, from which sanguinarine and chelerythrine are obtained, they 
are preferential apoptosis inducers and cell cycle blockers; pacoon root poppy, Sanguinaria 
canadensis from which sanguinarine, chelerythrine and other related alkaloids are secured, 
are diseased cell selective and they induce apoptosis and are also cell cycle blockers; happy 
tree, Camptotheca acuminata, from which the alkaloids hydroxycamptothecin and 
methoxycamptothecin are obtained, they are topoisomerase inhibitors and therefore cell cycle 
blockers, they are also apoptotic; mistletoe, Viscous album in which alkaloids exist as 
glycoconjugates, are similar to the cytotoxic viscotoxins broadly believed to drive its’ effects; 
hawaiian spider lily, Hymenocallis littoralis, from which the alkaloid pancratistatin is obtained.  
Pancratistatin’s phenanthridone skeleton is a key to preferential attack of diseased cells 8, 
pancratistatin also is a strong apoptotic agent. 

 
The Hawaiian spider lily contains the alkaloid pancratistatin.  It has the phenanthridone homing 
skeleton as do some of the aforementioned alkaloids and it too exhibits a strong preferential 
attack on cancer.  Sanguinarine and chelerythrine found in plume poppy are also alkaloids with 
the homing skeleton that are known to preferentially attach to glycoproteins on the membrane 
of cancer cells.  They are both promoters of apoptosis, or other cell death means, once inside 
the cancerous cell.  Sanguinarine also is known to be a potent inhibitor of nuclear transcription 
factor NF-� B and is therefore also a cell cycle blocker 5.  None of these plants yield alkaloids 
that alone satisfy the full profile of the ideal cancer drug.  They do however lead us to the 
development of drugs using these preferential alkaloids. 
 
A topical medication was formulated by extracting alkaloids from plants and converting them to 
alkaloid salts.  Glycoproteins (i.e. lectins) and adjuvants were included in the formulation.  So 
with some knowledge of the chemistry of alkaloids, glycoproteins, lectins and inorganic 
adjuvants a new alkaloid salt medicine neoplasene was created.  Several veterinarians were 
asked if they would care to try the medication.  Those that indicated an interest were provided 
samples.  Within the next several weeks all had reported success.  Something better than 
ordinary had happened.  The next two years the use of the topical form of the drug spread.  In 
the fall of 2005 the topical form of the drug was orally self-administered by this author. 

 
A carcinoma had been found just inside the left auricle on 
the lower external meatus and hearing was near gone by 
April 2005.  It was treated three times topically, and three 
times sloughed off leaving a cavity before it was realized 
that the major portion of the tumor actually was located 
behind the lower portion of the auricle between the 
mandible and skull and the tumor had a tentacle that 
surfaced through the canal, figure 2a.  With each topical 
application a portion of the tumor was removed and it was 
growing back between treatments. 

 
The treatment had caused the immune system to recognize and attack the whole tumor and it 
became inflamed and sore.  This was a demonstration of an inherent immune mediated 
response.  The topical drug was applied to the exposed portion of the tumor behind the lower 
auricle and a strong reaction ensued.  The morning of the sixth day post application a 
mushroom shaped tumor four centimeters long separated, figure 2b, and instantly hearing was 
recovered in the ear.  Soreness simultaneously developed over an area behind and on the 
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auricle about seven by three centimeters in size.  It was treated multiple times from early 
September to late November topically and no less than six large tumors were removed, figures 
3.a., 3.b. and 3.c.   
 

               
                   (a)                       (b)           (c)  (d) 
     Third topical treatment October 2005      Sloughing of tumor after third treatment 
 
                                         figure 3 - T. S. Fox – Tumor Treatment  
 
Beginning December 2005, neoplasene was administered orally with meals.  The immediate 
effect was the attack of neoplasm located both on the site and remote from the ear the 
presence of which was previously unknown.  Swelling and soreness of the left submandibular 
lymph node developed.  The entire area which had been treated topically was inflamed and 
sore and over a three month period became progressively less sore, swollen and prominent.  
Dosage was increased until all soreness disappeared.  During the next several months of oral 
post treatment aftercare, tumors also were found on the right arm, lymph node, forehead, left 
leg and cheek.  They too sloughed or shrunk and disappeared.  Moles, warts and so called 
age marks located here and there on arms, legs, head and torso also disappeared with 
continued oral treatment.  The oral administration of the drug had become a reality. In January 
of 2006 neoplasene injectable was prototyped and found useful in a perianal carcinoma in a 
small dog and was also used to destroy a large sarcoid on the lower jaw of an equine, figure 4.   
   
   
            

 
 
 
 
 
 

   figure 4 - Equine Treatment Progression    
               

The injectable form of the drug had now become a reality.  The medicine is made up, in part, of 
plant alkaloids extracted from various botanicals.  The action of the drug is preferential, 
apoptotic, catastrophically antimitotic and induces an immune mediated response.   The 
compounds are acidic not basic and do not create an eschar.  That the compounds are highly 
preferential in their attack on cancerous cells is telling in that an escharotic would not 
differentiate between normal and diseased tissue.  The drug is used systemically in small 
doses and preferentially attacks diseased cells anywhere in the patient.  The drugs contain 
alkaloid salts that agglutinate on the cell membrane, penetrate the diseased cell membrane 
and induce apoptosis and prevent cell cycle.  They contain adjuvants that facilitate an immune 

First Injection 2/25/06 Day 35 of Treatment Day 42 of Treatment Day 74 of Treatment
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response and glycoproteins that amplify the inherent preferentiality of the alkaloid salts that 
selectively binds to glycoproteins on the cell membrane of diseased cells. 
 
Chemistry Theory - Alkaloids of interest are of plant origin, they are heterocyclic nitrogen 
containing rings.  Some of the alkaloids specifically bind to diseased cells.  Others do not, or 
do so only feebly.  The vinca alkaloids vinblastine and vincristine do not.  They are observed to 
attack healthy cells as well as diseased cells.  Sanguinarine and pancratistatin preferentially 
bind to glycoproteins unique to the membrane of cancerous cells 6,8.  They are the keys to 
successful preferential elimination of cancer.  Lectins also are glycoproteins of plant origin that 
bind to glycoproteins on the surface of cell membranes causing agglutination, precipitation 
and/or antibody action.  The theoretical explanation for this preferentiality is that each of these 
chemicals has a basic skeleton that is required for this selective binding, figure 5. 
 

        
 

         figure 5 - Homing Skeletons That Exhibit Selective Binding 
                                                  

The basic homing structures, figure 6.a., b are common to lectins, sanguinarine, chelerythrine 
 

                    
 
                                               figure 6 - Basic Homing Skeletons             
    
and pancratistatin.  These structures are absent in the vinca alkaloids, which demonstrates 
why vinblastine sulfate is not preferential to cancerous cells.  The homing skeletons are also 
not present in camptothecins, which facts demonstrate why serious side effects associate with 
chemotherapy drugs that lack preferentiality. 
 
Pharmacology Theory - Whether tumors arise from connective tissue, melanocyte, fibroblast, 
basal cell, squamous, epithelial, mast cell, or any other anatomical origination site, they have 
in common that they are abnormal.  They are, it is theorized, uniquely characterized by a cell 
membrane that is different from the normal cell membrane.  It is theorized that it is the 
glycoproteins on the diseased cell membrane that are different than that in normal healthy 
cells, which characteristic lends them vulnerable to preferential attack.  The alkaloid salts in 
neoplasene possess the homing skeleton that preferentially binds to and facilitates transport 
into the diseased cells.  Since there is abundant evidence in the research literature that 
preferential attack occurs between the core alkaloids (i.e. not the salts) and diseased cells, it 
has been concluded that diseased cell membranes are indeed different than healthy cell 
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membranes.  The preferential attack is greater when oligosaccharide specific or galactose 
specific lectins are also present.   

 
The lectin preferential precipitation and agglutination on the cell membrane increases the local 
concentration of the alkaloid salts to greatly above the homogeneous concentration and 
causes a focus for necrosis of the membrane allowing transport of the active principles into the 
cell to induce havoc.  It is believed that if the alkaloids could enter healthy cells that those cells 
would also be destroyed.  Theoretically this mechanism is the key to efficacy, and to the affinity 
of related alkaloids and salts to preferentially penetrate cancerous cell membranes.  This 
universal characteristic of cancer is the attribute that makes it possible to preferentially attack 
cancer and leave healthy tissue virtually unharmed.  
 
Cancer Cell Death - There are several means by which a cell may demise including apoptosis 
by several pathways: mitochondrial (BcL2), ligand interaction, etc.  These pathways result in 
deoxyribonucleic acid fragmentation.  This mechanism of cell death is caused by the exposure 
of cancerous cells to this drug.  Other means may include autophagy, senility, necrosis and 
scrambling of chromosomes during mitosis 3.  There exists convincing literature that the 
alkaloids pancratistatin and sanguinarine result in deoxyribonucleic acid laddering when 
diseased cells are treated with micromolar concentrations of the drugs 4,6,7,8,9,10.  It is this 
theory that the alkaloid salts in neoplasene compounds similarly potentiates cell death.  
Whether this death is primarily apoptosis, influenced in significant measure by BcL2 or P53 
level or any other pro or antiapoptotic chemistry, is left to experiment.  It is doubtful that effects, 
that would ordinarily initiate mitotic catastrophe, are important since the diseased cell is 
destroyed anyway as a result of apoptosis, necrosis or nuclear devastation.   
 
The immune system is enlisted to attack the cancer.  Inflammation is always observed 
clinically.  Cytotoxic necrosis is also believed to be involved in the demise of cells penetrated 
by the low molar concentration of the drug.  In potentiating an immune response the drug is: 
absent or nearly so of anti-inflammatory and other effects that compromise the immune 
system, includes an effective adjuvant to trigger the immune response and facilitates immune-
mediated tumor rejection using professional antigen-presenting cells (macrophages, dendritic 
cells, etc.).  This immune-mediated tumor rejection begins with the recruitment of the innate 
immune system to the site by immunologic adjuvants.  The immune cells recruited to the site 
then kill tumor cells through apoptosis and/or other means concurrent with the plant alkaloid 
preferential attack on cancerous cells.  Macrophages and dendritic cells, which function as 
antigen presenting cells, then engulf the destroyed tumor cells from the apoptotic and necrotic 
environment.  The cell contents are processed and the antigen presenting cells then present 
clippings that include any tumor antigens, or tumor identifiers.  These antigens are then 
recognized by T cell receptors on naïve T cells.  As the tumor antigens that are presented are 
deemed sufficiently non-self, T cell differentiation and activation produces T cells specific for 
that tumor antigen.  The immune system may then eradicate the remaining tumor cells through 
cytotoxic T-cell mediated apoptosis, while also eliminating any similar cells found systemically 
throughout the body.   
 
Transgression of the membrane allows greatly increased molar concentration in the cell and 
cell death ensues.  The preferential attack of diseased cells of all types by the active principles 
renders the value of belaboring the mechanism of resultant cell death moot.  It matters not 
whether this pathway or that protein or some genetic damage is or is not the cause of death.  It 
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is relevant that the drug is preferential and that once attacked diseased cell death is assured 
by cataclysmic destruction of the cell. 
 
 

There is a functional relationship between the death 
of diseased cells and exposure to the medicine.  It is 
observed that the death of both diseased and 
normal cells is proportional to the concentration of 
the active principles and the concentration required 
for mortality monotonically decreases as a function 
of exposure time, figure 7.  By adjusting 
concentration and exposure time neoplasm is 
condemned and normal cells are spared. 
 
Accepting the definition of cancer as defined herein 
and the chemistry and pharmacology theory as 
presented, it is clear that customary protocols of 
resection, chemotherapy and irradiation are doomed 
to at best be of limited utility.  By the time the cancer 
is obvious it is often too late for effective excision, 
chemotherapy and irradiation or growth inhibitory 

drugs to be of value other than to stave off for a while the inevitable.  The typical cancer 
circumstance is that an accumulation of abnormal tissue presents that simultaneously exhibits 
a subverted cell cycle rate and an even more so subverted death rate.  Resection or 
amputation will not be reliably effective because from one to thousands or more colonies of up 
to twenty to thirty million diseased cells are left behind unnoticed and unnoticeable. Nearly all 
chemotherapy agents interfere with deoxyribonucleic acid synthesis – they are cell cycle 
blockers. Usual chemotherapy medicine just is not preferential enough to be effective.  These 
drugs commonly debilitate the immune system choking off the help it can give and the drugs 
do not act simultaneously as pro-apoptotic and as cell cycle blockers.  Attempting to eradicate 
an overwhelming accumulation of hostile tissue by encouraging further subversion of cell life 
rate is irrational.  Irradiation is indiscriminate and is not a reliable tool to selectively eliminate 
cancer and simultaneously spare the patient collateral damage.  What is rational is to 
preferentially promote cell death by apoptosis, cell cycle blockage, nuclear destruction, 
immune mediated response or any other practical means. 
  
A theoretical basis has been presented that explains the effect that particular alkaloid salts 
have on cancerous tissue.  These compounds attack cancer by preferentially targeting 
diseased cells, triggering their death by apoptosis, nuclear destruction, blocking cell cycle and 
promoting an immune response.  Squamous cell, mast cell, spindle cell, sarcoid, transitional 
cell, melanoma, osteosarcoma, nerve sheath, fibrosarcoma, hemangiosarcoma, lymphoma 
and many more cancer cell types, bacteria - including Methicillin-resistant Staphylococcus 
aureus - and viruses are eliminated with these drugs.  Treatment protocols have been 
generally the same with variations specific to the situation presented.  Treatment has been 
largely successful with less than satisfactory outcome associated most often with 
noncompliance to protocol and situations where the cancer has been greater in size and 
accumulating more rapidly than can be handled by even the most aggressive treatment efforts.     
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Clinical Application and Case Histories – Clinical treatment strategy is to eliminate the bulk of 
the diseased tissue however it may be convenient.  Then the patient is administered the drug 
orally for life, to eliminate the diseased cells remaining after a debulking treatment is 
completed and to cause cell death as rapidly as new cancer cells may be thereafter produced.  
With large or aggressive internal tumors, osteosarcoma, hemangiosarcoma, lymphoma or 
other pernicious widespread disease, primary oral care is usually required.  Further, after 
debulking and adjunct oral care, prophylactic use of neoplasene orally at a reduced dose for 
life is indicated. The task is to get enough drug in contact with the neoplastic tissue to 
accomplish these objectives.  The most frequent problems are client noncompliance and 
ignorance of the nature of cancer and the pharmacology of the drug which leads to 
inappropriate treatment decisions. 
 
The drug is administered topically, orally, by intralesion and intravenous injection and is also 
infused into the bladder, prostate, udder, nares, etc.  The notable adverse effects are that 
systemically the drug is an emetic and inadvertent intravenous injection during intralesion 
administration may result in anaphylaxis.  It has been additionally observed that a suppressed 
immune system also inhibits the action of neoplasene compounds.  Therefore, immune 
suppressants of any kind inhibit the action of the medicine and are to be avoided during their 
use. 
  
Presumed Neurofibroma – D. A. Magnusson, DVM: Magnusson Veterinary Clinic: Hudson, WI 

 
A feral cat with a tumor covering the bridge of its nose was presented.  Neoplasene was 
applied on days one, two and four for twelve hours.  After twelve hours the salve was cleaned 
off with hydrogen peroxide and wound balm was applied.  The tumor began to separate from 
the normal adjacent tissue by day six and fell off on day ten.  Once the tumor sloughed the 
wound was treated daily with wound balm for almost a week until the patient was too fractious 
to treat and was discharged.  Skin margins were migrating in at that time.  Treatment did not 
continue because of patient fractiousness, figure 8. 
 

  Prior to treatment   of treatment    of treatment
        Eight months from                       Nasal cartilage  Day one  Day two Day six

intact start of treatment  

                   figure 8 - Rudolph Presumed Neurofibroma 

Spindle Cell Carcinoma – A. B. Lippart, DVM: Markesan Veterinary Clinic, SC: Markesan, WI 

Ali, a Labrador retriever, presented with a six centimeter spherical mass on her left arm.  
Surgical removal was accomplished.  The tumor returned aggressively in seven days to nearly 
the size as it was at the time of surgical removal, figure 9.  Neoplasene was applied at 
eighteen, twenty-five and thirty-seven hours.  At sixty-four hours a large plug of necrotic tissue 
fell out of the treated area.  The area in and around the tumor bed was inflamed.  A ridge of 
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suspicious tissue was retreated.  The ridge sloughed and the area continued to heal.  After 
fourteen months, the area that had tumor tissue appeared normal and was hair covered.  Over 
four years post treatment the patient was doing well. 
 

       7 days post surgery   Sloughed Off25 hours later Ali Healing  The End  

                                            figure 9 - Ali Spindle Cell Carcinoma 

Squamous Cell Carcinoma – C. W. Timmerman, DVM: Aiken Veterinary Clinic: Aiken, SC 

PK presented with a lesion on the face under the left eye extending over the bridge of the 
nose.  Biopsy confirmed squamous cell carcinoma.  Neoplasene topical was applied and left in 
place overnight.  The drug was removed and wound balm was generously applied daily. Per os 
administration was begun three days later as was astragalus extract as an immune system 
support.  Nine days later the entire tumor had sloughed to the bone in spots including an area 
extending to and over the bridge of the nose and under the right eye that had not been directly 
treated.  This extended attack is a demonstration of the drugs immune mediated response.  
Medication continued and healing advanced.  Oral medication has continued.  
 

  6/26/09  6/29/09  7/21/09  8/10/09  

                         figure 10 – PK Squamous Cell Carcinoma 

Squamous Cell Carcinoma –J. H. Bailey, DVM: Associated Veterinary Service: Great Falls, MT 

Patches, a feline presented with a one centimeter squamous cell lesion involving the right 
nares extending posterior into the nasal cavity with apparent bone involvement. Patches was 
anesthetized and a topical layer of neoplasene was applied for thirty minutes, then removed.  
The tissue was gray and necrotic after this treatment.  Wound balm was applied to keep the 
lesion moist and soft.  One week later the lesion was retreated. Subsequently, fluid drainage 
from the nostril with frequent sneezing occurred.  An exam revealed heavy scab and tissue 
separation.  A fine line of raw tissue deep into the nares was retreated with neoplasene under 
isoflurane anesthesia four months into treatment.  Subsequently some nasal discharge and 
excess sneezing occurred.  No areas of visible tumor presented but a thin red line deep in the 
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nares was again treated.  After three hours the medication was wiped away.  No area of 
reactivity could be seen.  The response of the tumor to neoplasene was dramatic in that 
minimal tissue was destroyed which would have been impossible with a surgical approach.  
Normal tissue does not appear to be affected by neoplasene. Neoplasene acts as its own 
confirmation or denial of the presence of diseased tissue.  This ability to spare normal tissue is 
a great asset. 
 

     4/26/04 10/11/04 3/10/05  

                                           figure 11 - Patches Squamous Cell Carcinoma 

Oral Melanoma – C. R. Kickbush, DVM, CVA, CVC: Art of Healing: Bishop, GA 

Maggie, a 15 year old Yorkshire terrier presented in early January 2008 with poor appetite, 
azotemia and a cardio pulmonary condition.  The poor appetite had existed for two months.  A 
dental was needed but anesthesia was deemed too risky by the owner.  In early April 2008, 
poor appetite continued and Maggie was diagnosed with pancreatitis and a mitral valve leak.  
In late April pancreatitis was near resolved but oral bleeding began.  Halitosis intensified and 
an oral tumor presented.  The owner refused the indicated oral lesion treatment requiring 
anesthesia.  The tumor continued to grow and in mid-June 2008 biopsy was suggestive of an 
amelanotic melanoma, compatible to malignant melanoma.  Further, radiographs revealed 
lysis in the right mandible.  With nothing to lose Maggie was anesthetized and the oral lesion 
protocol executed mid-July and the primary oral protocol initiated.  Maggie is now seventeen.  
There has been no recurrence of cancer. 
 

   
                     Pretreatment    Immediate Post      10 Day Post      Current Picture 
      Treatment            Treatment 
 

                            figure 12 - Maggie Oral Melanoma  
 

Osteosarcoma – R. N. Thomas, DVM: Scatter Creek Animal Clinic: Rochester, WA 
 
Roy, a Labrador mix, presented with lytic lesion of the distal radius with fractures of the cortical 
bone and distal ulna.  Osteoproliferation medially and dorsally was apparent.  Radiology 
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indicated probable primary malignant bone neoplasm of left distal radius, figure 13.a. and 
demonstrated a progressively more advanced lesion.  The primary oral protocol was initiated.  
The dose was increased in steps from 6 mg/kg to 16 mg/kg to 22 mg/kg. Subsequent radiology 
confirmed significant callous formation with bridging of cortical bone circumferentially.  Twenty 
months into per os treatment there was mild to moderate swelling due to exertion.  Radiograph 
confirmed significant remodeling of the distal radius and ulna.  
 

                                 
      12/13/07     12/13/07               8/4/09 

         -a-          -b-    -c- 
   
figure 13 - Roy Osteosarcoma of Radius and Ulna 

 
Osteosarcoma and Soft Tissue - R.M. DiLeva, VMD:Animal Wellness Center:Chadds Ford, PA 

                 
Sundance a Labrador presented with a protuberance on his right medial hock area. 
Radiography results were consistent with osteosarcoma.  Neoplasene injectable was 
administered into the center of the lesion followed by topical neoplasene application.  
Examination on day three revealed significant swelling and serosanguinous oozing from the 
lesion. Topical neoplasene was reapplied and removed the following morning. A large area of 
necrotic skin sloughed from the dorsal aspect of the mass.  All underlying structures were 
visible, including tendons, ligaments and muscle.  The wound was debrided and surgical mesh 
placed to help oppose the wound edges.  Neoplasene per os administration was begun seven 
days into treatment. By day fourteen significant granulation tissue was evident and the wound 
was contracting. Lameness was minimal and the patient’s pain level under control.  
Examination on day twenty-eight revealed continued healing with the wound approximately 
one-half of the original size.  Five months post treatment the area was healed with hair re-
growth.  Sundance is a happy healthy dog without lameness or evidence of disease. The bone 
remodeled and no evidence of osteosarcoma is present. Adjunct oral care continues.  
 

10-30-07 11-2-07 11/15/07 May 200810-24-07   

                             figure 14 - Sundance Osteosarcoma 
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Hemangiosarcoma – W. T. Carlisle, DVM: Kenosha Animal Hospital: Kenosha, WI 

Sgt. Pepper, a Sheepdog presented with lethargy, fever, mild anemia, elevated liver values 
and an abdominal mass identified with radiographs.  Diagnostics revealed a large mass 
associated with the spleen and a separate mass associated with the liver.  A splenectomy and 
a hepatic lobectomy were performed.  The recovery was uneventful and he was discharged 
two days later.  Histopathology of the splenic mass revealed hemangiosarcoma and the liver 
mass consisted of a hepatoma and acute, locally extensive, fibrinosuppurative hepatitis.  There 
was no evidence of hemangiosarcoma in the liver.  After two weeks when Sgt. Pepper was in 
for staple removal, he was started on primary oral neoplasene treatment and astragalus.  Two 
months later Sgt. Pepper was reexamined and found to be fully recovered, happy and eager to 
play.  Eighteen months post treatment Sgt. Pepper was in for a follow-up evaluation.  An 
abdominal ultrasound was performed and did not reveal any evidence of the cancer.  Sgt. 
Pepper’s owner reports that he continues to act normal approximately twenty-two months after 
diagnosis of hemangiosarcoma, and splenectomy.   
 

 

Grade Three Mast Cell – W.T. Carlisle, DVM: Kenosha Animal Hospital: Kenosha, WI 
 

Gingko, a Rottweiler mix was diagnosed with a mast cell tumor of the right hind paw.  The 
tumor was found to be more invasive than anticipated, encircling the bone and involving the 
majority of the tissue of the fifth digit. Amputation of the digit was performed. Histopathology 
indicated a grade two mast cell tumor with the appearance of complete excision at the 
amputation border. After consultation with the School of Veterinary Medicine at Madison, 
Wisconsin, Gingko was started on the vinblastine sulfate/glucocorticoid protocol.  
Approximately six weeks after the last vinblastine treatment, a small growth was found 
involving the same location as the surgery. An aggressive debridement of the affected region 
was executed. Histopathology identified perivascular mast cell infiltrates consistent with a 
grade three mast cell tumor.  An alkylating agent therapy was started during month five. 
Despite two doses the growth was returning. Neoplasene was elected. Five cubic centimeters 
of neoplasene injectable was diluted to ten cubic centimeters with lactated ringers and the 
entire dorsal and lateral aspect of the foot was injected.  Over the next two days, the tissue 
started to swell and ooze a serous fluid and twice daily applications of wound balm were 
started. Oral medication was initiated. Multiple areas of the affected tissue began to slough 
and continued to the point of concern. After three months the wound was nearly filled in with 
granulated tissue.  Gingko was reexamined six months later.  There was no evidence of 
cancer recurrence. The foot healed nicely with excellent re-growth of the hair coat.  Gingko is 
bright, alert and happy. There is no lameness or pain noted and Ginkgo continues to receive 
the oral neoplasene at the normal aftercare dose three years post diagnosis.    

  a   b   c    d  
 

                                  figure 15 - Ginko Mast Cell  
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Feline Fibrosarcoma – C. W. Timmerman, DVM: Aiken Veterinary Clinic: Aiken, SC 
 

Callie presented five years ago with a fibrosarcoma on the right flank.  The mass was resected 
but returned, figure 16.a.  Neoplasene was applied topically once each day for two days and 
wound balm administered daily thereafter.  A second topical treatment administered one month 
later.  Oral neoplasene and astragalus were begun.  The tumor was aggressive and multiple 
neoplasene injections and one debulking procedure were accomplished, figure 16.b.  
Neoplasene injections were accomplished every two to three weeks and oral medicines 
continued.  Much progress was made, figure 16.c.  The last injection was accomplished 
nineteen months post diagnosis and oral medications continued, figure 16.d. 
 
 

  a b c  d  
         3/31/06                11/20/06                1/4/07                  8/1/08 
 

                             figure 16 – Callie Fibrosarcoma 
 

 
Perianal Carcinoma – C. L. Falck, DVM: Friendship Wellness Center: Pompano Beach, FL 

 
Dottie presented with an anal gland mass which had been previously misdiagnosed as an 
abscess.  The presented large mass was judged non-resectable due to its size and proximity 
to the colon and major vasculature and nerves.  Topical lidocaine anesthesia, followed by 
intramuscular sedation was accomplished.  Neoplasene was extended with saline solution and 
injected in and around the lesion in the right perianal area.  A post-treatment follow-up, 
indicated Dottie was doing well but slightly painful. The tumor was destroyed.  A moisturizing 
cream was applied regularly and oral neoplasene commenced.  One year post treatment the 
owner communicated to Dr. Falck: “You gave us hope by treating her cancer when we feared 
her time with us was coming to an end. Thanks to you, she is happy and healthy”.  Since that 
time, there has been no tumor recurrence. 
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