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Evolution and the Fructosoid Organelle 

Global warming induces endosymbiotic archaeal and RNA viroidal growth. 

The endosymbiotic archaea and the generated RNA viroids induce aldose 

reductase which converts glucose to sorbitol. The archaeal polysaccharides and 

lipopolysaccharides as well as viroids and viruses can induce aldose reductase. 

Sorbitol is acted upon by sorbitol dehydrogenase to generate fructose which 

enters fructolytic pathway. Aldose reductase is also induced by the osmotic 

stress of global warming and redox stress. Aldose reductase is induced by 

inflammatory and immune stimulation. Archaeal synthesized endogenous 

digoxin can produce intracellular redox stress and activate NFKB which 

produces immune activation. Both redox stress and immune activation can 

activate aldose reductase which converts glucose to fructose. Hypoxic stress or 

anerobic conditions induces HIF alpha which activates ketohexokinase C which 

phosphorylates fructose. Fructose is acted upon by fructokinase which converts 

fructose to fructose 1-phosphate. Fructose 1-phosphate is converted to 

dihydroxy acetone phosphate and glyceraldehydes 3-phosphate which is 

converted to pyruvate, acetyl CoA and citrate. Citrate is used for lipid synthesis. 

Fat deposition occurs in the visceral organs like the liver, heart and kidney. 

There is no subcutaneous fat deposit. Fructose metabolism bypasses 

phosphofructokinase which is inhibited by citrate and ATP. Fructose 

metabolism is therefore not under the regulatory control of the enzyme 

phosphofructokinase. Fructose transport and metabolism is not regulated by 

insulin. Fructose is transported by glut-5 receptor. Fructose does not increase 

insulin secretion and therefore does not activate lipoprotein lipase. This results 

in visceral adipogenesis. Fructose induces ChREBP and SREBP elements. This 

results in increased hepatic lipogenesis by the induction of the enzyme fatty acid 

synthase, acetyl CoA carboxylase and steroyl CoA desaturace. This increases 

fatty acids and cholesterol synthesis. Fructose is a lipophilic carbohydrate. 

Fructose can be converted to glycerol 3-phosphate and fatty acids involved in 
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triglyceride synthesis. Fructose administration leads to increase in triglycerides 

and VLDL. Fructose consumption leads to insulin resistance, fat accumulation 

in visceral organs like liver, heart and kidney, insulin resistance, dyslipidemia 

with increased triglycerides, VLDL and LDL as well as the metabolic syndrome. 

The metabolic syndrome X can be considered as a fructolytic syndrome. 

Fructose will increase lipid storage and promote insulin resistance. Fructose can 

fructosylate proteins producing dysfunction. Fructose has no effect upon ghrelin 

and leptin in the brain and can lead to increased feeding behaviour. Glucose 

decreases ghrelin and increases leptin levels. This leads to suppression of 

appetite. Thus fructose can modulate eating behaviour leading onto obesity. 

Fructose results in NFKB activation and TNF alpha secretion. TNF alpha can 

modulate the insulin receptor producing insulin resistance and metabolic 

syndrome X. Fructose can also lead to leptin resistance and obesity. There is an 

epidemic of metabolic syndrome X in relation to global warming. 

Fructose can activate the sympathetic nervous system. This leads to 

hypertension and increase in heart rate. Fructose is involved in left ventricular 

hypertrophy, increase in left ventricular mass and decrease in left ventricular 

ejection fraction in hypertension. Fructose suppresses the parasympathetic 

nervous system. Fructose acts as a key inducer for uncontrolled proliferation 

and hypertrophy of the cardiac musculature consequent to hypertension. The 

heart uses beta oxidation of fatty acids to generate energy. In the setting of 

anerobic glycolysis consequent to myocardial infarction and hypertensive 

hypertrophy of the heart, there is induction of HIF alpha. This produces increase 

in ketohexokinase C in the heart which phosphorylates fructose. 

Ketohexokinase C is a predominant liver enzyme as fructose metabolism is 

primarily focused in the liver. In the setting of anerobic glycolysis 

ketohexokinase C is also produced in the brain and the heart. Ketohexokinase A 

is the predominant enzyme in the heart and brain. In the setting of anerobic 
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glycolysis ketohexokinase A which preferentially metabolizes glucose is 

converted to ketohexokinase C metabolizing fructose by the mechanism of 

RNA splicing. Anerobic conditions can induce HIF alpha which activates the 

splicing factor SF3B1. Thus HIF alpha induced by glycolysis induces SF3B1 

which induces ketohexokinase C producing fructolysis in the heart. The fructose 

is converted to lipids, glycogen and glycosaminoglycans in the heart producing 

cardiac hypertrophy. Fructose metabolism is not under regulatory control of the 

key enzyme phosphofructokinase by citrate and ATP. The fructolytic pathway 

functions as a rogue pathway not under any regulatory control. Fructose is a key 

contributor. The sympathetic overactivity and parasympathetic blockade 

consequent to fructose can produce immune activation. The sympathetic 

overactivity and parasympathetic blockade can lead to dysregulation of the 

nervous system. 

Fructose can activate NFKB and tumour necrosis factor alpha. The vagal 

blockade produced by fructose also leads to increase in immune activation. 

Fructose can inhibit neutrophilic phagocytosis. Increased fructose ingestion can 

lead to immune activation and respiratory diseases like chronic bronchitis, 

COPD and bronchial asthma as well as interstitial lung disease. This immune 

activation induced by fructose is called as fructositis. Fructosylated proteins can 

serve as autoantigens. Fructosylated proteins can bind to RAGE receptors 

producing immune activation. Global warming induced fructose disease is the 

basis of the epidemic of autoimmune disease rising with the global warming. 

Fructose increases flux through the pentose phosphate pathway. This 

increases the availability of hexose sugars like ribose for nucleic acid synthesis. 

This increases DNA synthesis. There is also consequent increase in protein 

synthesis. The tumour cells can slurp up fructose. Tumour cells utilise fructose 

for proliferation. The fetal cells like tumour cells also utilize fructose for 

proliferation. Fructose can promote metastatic deposits. The tumour cells use 
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fructose differently from glucose. Cancer cells utilize fructose to support 

proliferation and metastasis. Fructose increases nucleic acid synthesis. Fructose 

can help the cancer cells to grow fast by inducing the transketolase enzyme and 

the pentose phosphate pathway. Fructose administration increases redox stress, 

DNA damage and cell inflammation all contributing to oncogenesis. Fructose is 

the most abundant sugar in the fetal tissues and is important in the development 

of fetus by promoting cell proliferation. Fructose is 20-times more concentrated 

in the fetal blood than glucose. Sperm cells and ova also use fructose for 

metabolism and energy. Thus all rapidly proliferating cells - cancer cells, fetal 

cells and reproductive cells depends upon fructolysis. Fructose is the principal 

diet of the cancer cells. Global warming and archaeal growth results in HIF 

alpha induction. HIF alpha induces tumour growth. HIF alpha also increases 

glycolysis. But archaeal induced HIF alpha also induces aldose reductase which 

converts glucose to fructose and metabolism proceeds along the fructolytic 

pathway. Fructosylation of glycolytic enzymes brings glycolysis to a halt. 

Fructosylation of mitochondrial PT pore hexokinase can result in PT pore 

dysfunction and cell proliferation. The fructolytic pathway is the principal 

energetic pathway for rapidly proliferating cancer cells, fetal cells and stem 

cells. The global warming will induce the Warburg phenotype of the fructolytic 

variety. This leads to an epidemic of cancer. There is an epidemic of cancer in 

relation to global warming. The fructolytic pathway can lead to increased DNA 

synthesis and RNA synthesis due to flux via the pentose phosphate pathway. 

The fructolytic pathway can be directed to the GABA shunt generating succinyl 

CoA and glycine. These are substrates for porphyrin templates to form RNA 

viroids. The archaeal induced redox stress can induce endogenous HERV 

expression and reverse transcriptase expression. The RNA viroids are converted 

by HERV reverse transcriptase to corresponding DNA and integrated into the 
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genome by HERV integrase. The integrated RNA viroid related DNA can 

function as jumping genes producing genomic plasticity and genomic change. 

Fructose as said before induces the thiamine dependent transketolase flux. It 

increases both the oxidative and non oxidative pentose phosphate pathway. This 

increases nucleic acids and glycosaminoglycan synthesis. Fructose is converted 

to fructose 1-phosphate which is acted upon by aldolase B converting it into 

glyceraldehyde and dihydroxy acetone phosphate. Glyceraldehyde is converted 

glyceraldehyde 3-phosphate by triokinase. DHAP can be converted to 

glyceraldehyde 3-phosphate by the enzyme triose phosphate isomerase. 

Glyceraldehyde 3-phosphate can be converted to pyruvate. This pyruvate can be 

channeled to gluconeogenesis and glycogen storage by the action of the enzyme 

pyruvate carboxylase. This results in the conversion of glyceraldehyde  

3-phosphate to pyruvate and via pyruvate carboxylase to glucose 1-phosphate. 

Glucose 1-phosphate is converted to glycogen polymers. Thus fructolysis 

results in glycogen storage. The pyruvate that is generated by fructolysis is 

converted to glutamate which can enter the GABA shunt pathway. The GABA 

shunt pathway generates glycine and succinyl CoA which are substrates for 

ALA synthesis. Thus fructolysis stimulates porphyrin synthesis. The porphyrins 

can self organize to form supramolecular arrays called porphyrions. Porphyrions 

can self replicate by using other porphyrions as templates. Porphyrions can have 

energetic and ATP synthesis by electron or photon transport. Porphyrions are 

dipolar molecules and in the setting of digoxin induced membrane sodium 

potassium ATPase inhibition can generate a pumped phonon system induced 

quantal state and quantal perception. They can function as quantal computers 

with information storage. The porphyrions are basic self replicating living 

structures. The porphyrins can act as a template for the formation RNA, DNA 

and proteins. The RNA viroids, the DNA viroids and proteins generated by 

abiogenesis on porphyrin templates can self organize to form primitive archaea. 
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The archaea are thus capable of abiogenic replication on porphyrin templates. 

The archaea can induce HIF alpha and further aldose reductase induction 

promoting fructolysis. 

Fructose is an addictive substance. Fructose affects the hedonic centres in the 

brain concerned with pleasure and reward. In the addiction scale fructose is 

more addictive then cocaine and cannabis. Fructose decreases BDNF. Low 

BDNF produces changes in the brain resulting in schizophrenia and depression. 

Fructose can also produce chronic inflammation involved in schizophrenia. The 

fructolytic pathway is important in the genesis of psychiatric disorders. The 

increased fructolysis can lead to fructosylation of lipoproteins especially 

apoprotein E and apoprotein B. Apo B can undergo lysine fructosylation 

leading to defective LDL and cholesterol uptake by the brain. This results in 

autism and schizophrenia. Fructolysis leads to cholesterol depletion of the brain. 

Cholesterol is required for the formation of synaptic connections and cerebral 

cortex. This leads to cerebral cortical atrophy and cerebellar dominance in the 

presence of cholesterol depletion. This can contribute to the genesis of the 

cerebellar cognitive affective syndrome, the basis of schizophrenia and autism. 

There is an epidemic of schizophrenia and autism correlating with global 

warming. Fructosylation of LDL and brain cholesterol depletion can lead to 

dysfunction in synaptic transport. There is more release of glutamate into the 

synaptic from the presynaptic neuron consequent to a presynaptic neuron 

membrane dysfunction as a result of cholesterol depletion. This contributes to 

glutamate excitotoxicity. Glutamate excitotoxicity can contribute to neuronal 

degeneration. Fructose can also produce zinc deficiency. Increased fructose 

intake produces zinc depletion leading to defective formation of 

metallothionines leading to defective heavy metal excretion. This leads to 

mercury, cadmium and aluminium toxicity in the brain leading to psychiatric 

disorders like autism and degenerations like Alzheimer’s disease. Zinc 
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deficiency consequent to fructose excess can lead to copper excess. The zinc 

containing neurons in the cerebral cortex are called the gluzinergic neurons. The 

cerebral cortex especially the prefrontal cortex will atrophy producing 

cerebellar and brain stem dominance. Copper is required for the dominance of 

subcortical cognitive structures. Fructose ingestion can also lead to calcium 

deficiency which can produce defective calcium signaling. Fructose ingestion 

leads to fructolysis and the generation of reactive species 3-deoxyglucosone 

important in mallard reachion and fructosylation of neuronal proteins leading to 

their defective function. Neuropsychiatric disorders and neurodegenerative 

disorders can be described as fructose diseases. Topiramate a fructose analogue 

is used to treat motor neuron disease. Fructose biphosphate aldolase B mutation 

has been seen in schizophrenia, bipolar disorders and depression.  

6-phosphofructo 2-kinase and fructose 2,6-biphosphotase abnormalities have 

been seen in schizophrenia. Fructose metabolism abnormalities have been noted 

in schizophrenia, manic depressive psychosis and autism. Fructose inhibits 

brain plasticity. Fructose inhibits the ability of neurons to communicate with 

each other. The wiring and re-wiring of neurons is inhibited. Fructose leads to a 

neuronal disconnection syndrome. 

Fructose can increase flux via the pentose phosphate pathway and 

hexosamine pathway leading to glycosaminoglycan synthesis. 

Glycosaminoglycan accumulation in the tissues can produce 

mucopolysaccharidosis and fibrosis. Increased heparan sulphate accumulation 

in the brain leads to formation of amyloids plaques and Alzheimer’s disease. 

Connective tissue accumulation in the lung leads to interstitial lung disease, in 

the kidneys it produces tubular atrophy and a chronic renal failure similar to 

meso-American nephropathy. Connective tissue accumulation in the heart can 

lead to a restrictive cardiomyopathy. Accumulation of GAG especially 

hyaluronic acid in bones and joints leads to osteoarthritis and spondylosis. GAG 
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accumulation in the endocrine organs can produce thyroid dysfunction resulting 

in MNG and thyroiditis, pancreatic dysfunction producing chronic calcific 

pancreatitis and adrenal dysfunction producing hypoadrenalism. Accumulation 

of GAG in the vascular tissues can result in mucoid angiopathy contributing to 

coronary artery disease and stroke. The accumulation of lipids due to the 

fructolytic pathway along with glycosaminoglycans can lead to fatty liver. This 

can later lead onto cirrhosis of the liver. Fructose is the principal culprit for fatty 

liver and cirrhosis. The glycine synthesized from the fructolytic intermediate 

phosphoglycerate can play a role inhibiting fatty liver. There is an epidemic of 

chronic renal failure due to tubular fibrosis, mucoid angiopathic vascular 

diseases, cardiomyopathy, multiple endocrine failures, cirrhosis of the liver, 

interstitial lung disease, degenerative bone and joint diseases and degenerative 

brain disease like Alzheimer’s disease and Parkinson’s disease as a consequence 

of global warming. 

The increasing growth of archaea results in increased secretion of archaeal 

RNA viroids. They can interrupt mRNA function and dysregulates cell 

metabolism. This is by the mechanism of mRNA blockade. The virioidal RNA 

can combine with proteins generating prion proteins. This produces a protein 

conformation defect. This produces a prion protein disease. Abnormal protein 

conformation of beta amyloid, alpha synuclein, ribonuceloproteins, islet 

associated amyloid polypeptide and tumour suppressor protein can lead to an 

epidemic of Alzheimer’s disease due to beta amyloid accumulation, alpha 

synuclein accumulation producing Parkinson’s disease, prion like 

ribonucleoproteins producing motor neuron disease, metabolic syndrome X due 

to defective insulin secretion as a result of IAPP and abnormal prion like 

tumour suppressor protein producing tumours. These prion diseases induced by 

archaeal RNA viroids are also transmissible. Thus global warming related 

fructolysis leads to archaeal induced RNA viroidal mediated prion disease and 
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amyloidosis. This raises the spectacle of a Cassandra syndrome of human 

extinction. 

Fructose is phosphorylated to fructose 1-phosphate by ketohexokinase C or 

fructokinase. Fructose 1-phosphate is converted to glyceraldehyde which is then 

converted to glyceraldehyde 3-phosphate and dihydroxy acetone phosphate 

(DHAP). Fructose 1-phosphate is cleaved to DHAP and glyceraldehyde  

3-phosphate. DHAP can enter the glycolytic pathway or can go to 

gluconeogenetic pathway. DHAP generated from fructose 1-phosphate by the 

action of aldolase B is acted upon by triose phosphate isomerase converting it 

into glyceraldehydes 3-phosphate. Glyceraldehyde 3-phosphate can be 

fructolysed to pyruvate and acetyl CoA. Acetyl CoA can be used for cholesterol 

synthesis for storage. The pyruvate generated from glyceraldehydes  

3-phosphate can be converted to the citrate which can be used for fatty acid 

synthesis by the action of enzymes acetyl CoA carboxylase, fatty acid synthase 

and malonate dehydrogenase. Glyceraldehyde is acted upon by alcohol 

dehydrogenase which converts it into glycerol. Glycerol is acted upon by 

glycerolkinase converting it into glycerol phosphate used for phosphoglyceride 

and triglyceride synthesis. Glyceraldehyde can also be acted upon by triokinase 

converting it into glyceraldehydes 3-phosphate which is then converted to 

DHAP by triose phosphate isomerase. Glyceral phosphate and dihydroxy 

acetone phosphate are interconvertible by the action of the enzyme glycerol 

phosphate dehydrogenase. Glycerol and fatty acids generated by fructolysis 

contribute to lipid synthesis and fat is stored. Fructose does not increase insulin 

secretion and doesn’t need insulin for transport into the cell. Fructose is 

transported by the fructose transporter GLUT-5. Ketohexokinase C is 

exclusively seen in the liver which is the principal site of fructose metabolism. 

In the presence of hypoxia and anerobic states, there is induction of HIF alpha 

which can induce ketohexokinase C or fructokinase in the liver, kidney, 
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gastrointestinal tract, brain and heart. Fructose 1-phosphate by-passes the 

enzyme phosphofructokinase which is the key regulatory enzyme the glycolytic 

pathway. Phosphofructokinase is inhibited by ATP and citrate. Thus stress 

induced fructolysis is an unregulated pathway not amenable to metabolic 

switches. Fructose does not depend upon insulin for its transport and fructolysis. 

Therefore fructolysis is not under insulin or endocrine control. It is an 

unregulated pathway. 

The phosphorylation of fructose depletes the cell of ATP. Ketohexokinases 

preferentially phosphorylate fructose over glucose if it is available. In the 

presence of redox stress, osmotic stress and archaea/viroids aldose reductase is 

induced converting all the glucose to fructose. Glycolytic pathway comes to a 

halt as no ATP is available for phosphorylation of glucose and glucose as such 

gets converted to fructose. The fructose phosphorylation depletes the cell of 

ATP. ATP is converted to ADP and AMP which is deaminated to produce uric 

acid. Fructose increases flux in the pentose phosphate pathway increasing 

nucleic acid synthesis. Purine degradation results in hyperuricemia. Thus 

fructolysis results in increase in uric acid accumulation in the body. Uric acid 

will suppress the mitochondrial oxidative phosphorylation as well as produce 

endothelial dysfunction. The depletion of ATP by fructose phosphorylation 

results in membrane sodium potassium ATPase inhibition. This results in 

reduced energy needs of the cell as 80% of the ATP generated by metabolism is 

used for maintaining the sodium potassium pump. This results in membrane 

ATPase inhibition generated hibernatory state. The glyceraldehydes  

3-phosphate generated by fructolysis can be converted to the pyruvate and 

acetyl CoA used for cholesterol synthesis. The cholesterol that is synthesized is 

used for digoxin synthesis. Digoxin also has got aglycone part which contains 

sugars like digitoxose and rhamnose. Digitoxose and rhamnose are generated by 

the fructose induced flux and upgradation of the pentose phosphate pathway. 
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Thus fructolysis results in a hyperdigoxinemic state and membrane sodium 

potassium ATPase inhibition. This results in cell protection and hibernation. 

Fructose produces flux along the pentose phosphate pathway and hexosamine 

pathway. This results in GAG and nucleic acid synthesis. Fructose is converted 

to fructose 1-phosphate which is then converted to ribulose 5-phosphate. 

Ribulose 5-phosphate is acted upon by an isomerase converting it into xylulose 

5-phosphate and ribose 5-phosphate. Xylulose 5-phosphate and ribose  

5-phosphate interact to produce glyceraldehydes 3-phosphate and sedoheptulose 

7-phosphate which is then converted to fructose 6-phosphate and erythrose  

4-phosphate. The pentose phosphate pathway generates ribose for nucleic acid 

synthesis. The pathway also generates hexosamines for GAG synthesis. The 

pentose phosphate pathway also produces digitoxose and rhamnose for digoxin 

synthesis. 

The global warming results in endosymbiotic archaeal growth. Archaea can 

induce aldose reductase which converts glucose to fructose. Fructolysis 

promotes flux along the pentose phosphate pathway generating nucleic acids 

and glycosaminoglycans. Fructolysis also generates glyceraldehydes  

3-phosphate and further pyruvate. The pyruvate can enter the pyruvate 

carboxylase scheme generating gluconeogenesis and glycogen synthesis. Thus 

fructolysis can produce glycogen storage. Pyruvate can be converted to citrate 

for lipid synthesis. Pyruvate can also be converted to acetyl CoA for cholesterol 

synthesis. The flux along the pentose phosphate pathway generates the digoxin 

sugars, digitoxose and rhamnose. Cholesterol can be converted to digoxin 

producing a hyperdigoxinemic state. Digoxin produces membrane sodium 

potassium ATPase inhibition. The selective phosphorylation of fructose by 

fructokinase depletes the cell of ATP producing membrane sodium potassium 

ATPase inhibition. This results in the generation of a hibernatory state. The 

fructolysis generated pyruvate can get converted to glutamate which can enter 
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the GABA shunt pathway producing succinyl CoA and glycine for porphyrin 

synthesis. Porphyrins can form self replicating porphyrions or act as a template 

for the formation of RNA viroids, DNA viroids and prions which can symbiose 

to form archaea. Thus the archaea are capable of self replicating on porphyrin 

templates. The fructolysis thus produces a hibernatory syndrome with fat, 

glycogen and nucleic acid synthesis and storage. Fructolysis results in the 

generation of a hibernatory species, the homo neanderthalis. The fructolysis 

generated membrane sodium potassium ATPase inhibition results in cell 

hibernation and ATP sparing. The lack of ATP and digoxin induced membrane 

sodium potassium ATPase inhibition results in cortical inhibition and cerebellar 

dominance. This produces a somnolent state and a cerebellar cognitive affective 

disorder. The porphyrions generated by fructolysis produces quantal perception 

and cerebellar dominance. The storage of glycogen, fat and GAG results in 

obesity. The cerebellar cognitive affective syndrome results in a hypersexual 

state. The fructolysis and fructose can activate NFKB producing immune 

activation. The fructosylation of glycolytic and mitochondrial proteins 

suppresses the body’s normal energetic which depends upon glycolysis and 

mitochondrial oxidative phosphorylation. Fructosylation of proteins results in 

blockade of glycolysis and mitochondrial oxidative phosphorylation. The 

body’s energy needs are produced by fructolysis, porphyrin array mediated 

electron transport chain and ATP synthesis as well as membrane sodium 

potassium ATPase inhibition relation ATP synthesis. This produces a new 

species by archaeal symbiosis consequent to global warming - the homo 

neanderthalis. This can be called as the tropical hibernatory syndrome 

consequent to global warming. 

This can be called also as a fructose disease. Endosymbiotic archaea and 

viroids induce aldose reductase and converts body glucose to fructose leading to 

preferential fructose phosphorylation by ketohexokinase C. Fructolysis results 
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in fructose 1-phosphate being acted upon by aldolase B resulting in the 

formation of glyceraldehyde and dihydroxy acetone phosphate. Glyceraldehyde 

can be converted to glyceraldehyde 3-phosphate and this contributes to pyruvate 

formation. Pyruvate enters the GABA shunt resulting in the formation of 

succinyl CoA and glycine. They are substrates for porphyrin synthesis and 

porphyrion formation. The porphyrins form a template for the formation of 

RNA viroids, DNA viroids, prions, isoprenoids and polysaccharides. They can 

symbiose together to form primitive archaea. The archaea can further induce 

HIF alpha, aldose reductose and fructolysis resulting in further 

porphyrinogenesis and archaeal self replication. The archaea by methanogenesis 

contributes to global warming which leads to further archaeal growth and a 

vicious cycle with no regulatory switches. The fructolytic pathway induced by 

archaea by-passes regulatory enzyme phosphofructokinase and is practically 

unregulated. Fructolytic pathway contributes to glycogen, lipids, cholesterol, 

hexose sugars and mucopolysaccharides synthesis and storage. This leads onto a 

hibernatory state and archaeal symbiosis induced species change resulting in 

neanderthalisation of the homo sapien species. The digoxin and fructose 

phosphorylation induced ATP depletion leads to membrane sodium potassium 

ATPase inhibition, sparing of ATP and tissue hibernation as most of the energy 

needs of the body are for the working of the sodium potassium pump. The 

cholesterol that is synthesized by fructolysis is catabolized cholesterol oxidases 

for archaeal energetics. Archaea also derives its energy from a primitive form of 

electron transport chain functioning in self replicating porphyrin arrays. The 

archaeal digoxin induced sodium potassium ATPase inhibition can lead to 

membrane ATP synthesis. The archaea and the new human species phenotype 

derive its energy from the above mentioned mechanism. The glycolytic 

enzymes and the mitochondrial PT pore hexokinase are fructosylated making 

them dysfunction. The fructosylated glycolytic enzymes lead to generation of 
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antiglycolytic enzyme antibodies and disease states. The human body’s 

principal method of energetics tissue glycolysis and oxidative phosphorylation 

comes to a grinding halt. The human body is taken over by the overgrowth of 

endosymbiotic archaea and assumes hibernatory state with accumulation of 

glycogen, lipids, mucopolysaccharides and nucleic acids. The catabolic 

pathways for energy generation related to glucose, glycolysis and oxphos 

scheme stops. The human body can depend upon ketogenesis from fat and 

proteins. The upregulated fructolytic pathway generates phosphoglycerate 

which converted to phosphoserine and glycine. They can be converted to other 

amino acids and used for ketogenesis. The body assumes a high BMI index and 

obesity with visceral fat storage and adiposity akin to the Neanderthal metabolic 

phenotype. Digoxin induced membrane sodium potassium ATPase inhibition 

results in cortical dysfunction. The brain porphyrins can form a quantal pumped 

phonon system resulting in quantal perception and low level EMF absorption. 

This leads to prefrontal cortex atrophy and cerebellar dominance. Fructose itself 

leads to sympathetic hyperactivity and parasympathetic blockade. This leads 

onto a functional form of cerebellar cognition and quantal perception resulting 

in a new brain phenotype. The cerebellar cognitive syndrome leads to a robotic 

human phenotype. The phenotype is impulsive, has extrasensory perception and 

has less of speech production. Communication is by symbolic acts. The 

cerebellar phenotype doesn’t have a cortical control and contributes to 

surrealistic behavior patterns. This produces impulsive behavior and an 

epidemic of surrealism where the rational prefrontal cortex becomes extinct. 

This leads to extremes of spirituality, violent and terroristic behavior and 

hypersexual states contributing to a state of trancedence underlined and 

reinforced by quantal perception. Cerebellar phenotype owing to its quantal 

perception behaves as a community and not as an individual. This creates new 

social and psychological phenotypes. Fructose induces NFKB and immune 
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activation. This results in an immune activatory phenotype. Cultured T-reg cells 

on high fructose diet have 62% less IL-40 secretion than controls. This results 

in a hyperimmune state with fructosylated proteins acting as antigens. The 

fructolytic pathway can lead to increased DNA synthesis and RNA synthesis 

due to flux via the pentose phosphate pathway. The fructolytic pathway can be 

directed to the GABA shunt generating succinyl CoA and glycine. These are 

substrates for porphyrin templates to form RNA viroids. The archaeal induced 

redox stress can induce endogenous HERV expression and reverse transcriptase 

expression. The RNA viroids are converted by HERV reverse transcriptase to 

corresponding DNA and integrated into the genome by HERV integrase. The 

integrated RNA viroid related DNA can function as jumping genes producing 

genomic plasticity and genomic change. This produces a new genotype. 

Fructosylation of body proteins and enzymes results in a protein processing 

defect resulting in loss of protein function. The human cell function due to 

protein fructosylation, protein processing defects and protein conformational 

defects comes to a grinding halt. Fructolytic pathway generates porphyrin arrays 

induced ATP production, membrane sodium potassium ATPase inhibition 

induced ATP synthesis and fructolysis induced ATP generation. This provides 

energy for porphyrin template induced archaeal replication. The digoxin and 

fructose phosphorylation induced ATP depletion produces cell membrane 

sodium potassium ATPase inhibition and a hibernatory state. This leads onto a 

somnolent sleepy state. The cholesterol catabolism by cholesterol oxidases for 

archaeal energetics leads to defective sex hormone synthesis. This leads onto an 

asexual androgynous state. The cerebellar cognitive syndrome due to prefrontal 

cortical atrophy consequent to porphyrion induced low level EMF perception 

produces a hypersexual state. This results in male-female equidominance and 

changes in sexual behavior of the population. Thus the fructose disease 

consequent to global warming results in a new neuronal, immune, metabolic, 
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sexual and social phenotype. The human body is converted to a zombie for the 

global warming related endosymbiotic archaea to thrive. The neuronal, 

metabolic, sexual and social phenotype creates the necessary environment 

endosymbiotic archaeal multiplication and the human body is converted to a 

zombie phenotype. This can be called as a hibernatory zombie syndrome. Due 

to the new sexual and social phenotype with asexuality and hypersexuality and 

female-male equidominance the human population falls. The global warming 

and archaeal induction of HIF alpha resulting in the Warburg phenotype leads to 

changes in the metabolic scheme of the cells producing body cell transformation 

to stem cells. The stem cells depend upon glycolysis or fructolysis for energy 

needs. The Warburg phenotype produces an acidic pH which can result in 

conversion of body cells to stem cells. The stem cells conversion results in loss 

of tissue function. The cerebral cortex synaptic connectivity is lost and becomes 

dysfunction leading to subcortical cerebellar dominance. The immune stem cells 

proliferate producing an autoimmune disease. The various tissue cells the 

specialized function like neuron, nephron and muscle cell all because of stem 

cell conversion becomes dysfunctional. This produces a stem cell syndrome 

with human somatic cells being converted to stem cells with loss of function 

and uncontrolled proliferation. The fructosylation of proteins results in protein 

function defects. The fructosylation of LDL results in defective cholesterol 

transport to the cells. This results in steroidal hormone synthesis defects. 

Cholesterol is required for formation of synaptic connectivity and this leads to 

cerebral cortical dysfunction. The hemoglobin becomes fructosylated and 

oxygen transport is affected. This leads to hypoxia and anerobic states. The 

hypoxia and anerobic states induces HIF alpha and the Warburg fructolytic 

phenotype. The HIF alpha also induces aldose reductase converting glucose to 

fructose and inducing the fructolytic scheme. The fructolysis induced GABA 

shunt pathway and porphyrin synthesis results in further archaeal porphyrin 
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template related replication. This results in further archaeal induced fructolysis 

and the vicious irreversible cycle proceeds. The uncontrolled growth of archaea 

leads to still further global warming. The world of endosymbiotic eternal 

archaea takes over and persists during the extremophilic climatic changes of 

global warming. The human beings exist as neanderthalic zombies serving 

archaeal multiplication. The homo sapiens gets converted to a new phenotype, 

genotype, immunotype, metabolonomic type and brain type. This is called as 

hibernatory zombie related to global warming - homo neoneanderthalis. 
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