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The proposition we defend

Mobilization is not elimination. We argue that changing a substance’s compartment—fat to blood, bound to free, liver
to intestine—can transiently raise active exposure even when whole-body burden is falling. This undermines
indiscriminate claims that aggressive fasting, sweating or “detox” automatically makes stored exposures harmless.

A substance can leave one compartment and become more concentrated in another without leaving the body. This
paper challenges claims that mobilization is synonymous with detoxification. The theoretical question is when
changes in adipose mass, protein binding, plasma volume or tissue perfusion alter exposure to bioactive
compounds.

Why the mechanism deserves to be taken seriously

Persistent lipophilic organic pollutants may accumulate in fat; weight loss can increase selected serum
concentrations as tissue stores and distribution volumes change. Biliary and renal elimination, metabolism and
tissue partitioning have separate kinetics. The compartment model therefore distinguishes release from storage,
chemical conversion and verified excretion. A lower fat mass does not show that a toxic burden is harmless, and a
higher blood concentration does not by itself prove clinical injury.

The causal argument

Different chemicals have different partition coefficients, plasma-protein binding, metabolic transformations and
elimination routes. During weight loss, a lipophilic compound may redistribute from adipose stores; during albumin
changes, free drug fraction may shift; during altered bile flow, enterohepatic cycling may change residence time.
Each is a distinct quantitative problem. A blood concentration can rise because mobilization exceeds elimination, fall
because material enters tissue, or remain stable despite changing total burden. The correct model requires mass
balance among named compartments and actual measured excretion.

Causal architecture under closer examination

A mass-balance model prevents the word “detoxification” from concealing a transfer problem. Suppose a compound
resides in adipose tissue, circulates partly bound to albumin, undergoes hepatic metabolism and leaves through
urine or feces. A fall in adipose content could mean true elimination, movement into blood and organs, or both. One
needs measurements or validated estimates of each flow to know which has occurred. Different persistent
chemicals behave very differently; lead stored in bone cannot be modeled as if it were a lipophilic pesticide in fat.
Similarly, a highly bound drug may show changing total concentration without meaningful change in free target
exposure if clearance compensates. The physiology of redistribution is well established, but the claim of injury from
a given redistribution event requires a dose reaching a vulnerable compartment. Many lifestyle theories jump from
“stored compounds exist” to “rapid weight loss makes them dangerous” without measuring active exposure, and still
others assume that sweating produces significant elimination for every compound. Both are overgeneralizations.

A concrete physiological case
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Suppose a person loses adipose mass rapidly while serial tests show a transient increase in a particular persistent
compound. One interpretation is release from fat; another is altered blood volume, intake or metabolism. A true
redistribution claim would require measuring the compound in relevant compartments and, where feasible,
identifying elimination products. Nonspecific headaches during a diet are not evidence that stored toxins are being
released.

What established physiology already supports

Pharmacokinetic compartment models are well established, and selected environmental chemicals persist in fat or
other reservoirs. These facts anchor the argument. The radical implication is that the timing of mobilization relative to
liver, kidney and intestinal clearance may matter as much as the quantity moved. But each chemical needs its own
validated kinetics; “toxin load” is not a measurable universal pool.

The strongest counterargument—and the answer

The counterargument is that for many compounds, ordinary redistribution has no meaningful clinical effect and
clearance adapts. This is why pharmacologically important free concentration, target exposure and excretion must
be studied rather than relying on a total blood value. The model does not justify binders or elaborate cleanses
without compound-specific evidence of efficacy and safety.

Observed concentration increases may be partly mathematical consequences of changing lipid pools or specimen
normalization. Exposures are chemically heterogeneous; one cannot extrapolate from chlorinated persistent
pollutants to all metals, oxalate or ordinary dietary fats.

The discriminating experiment

In a well-characterized weight-change cohort, serially measure a named compound, body composition, albumin,
metabolites and urinary/fecal elimination where validated. Estimate transfer and elimination parameters. A
redistribution hazard predicts a transient rise in biologically active exposure associated with the modeled release
flux; if exposure never rises, the hypothesized hazard is absent under those conditions.

A valid analysis would measure absolute body burden when feasible, serum and tissue partitioning, excretion of
identified compounds and clinically meaningful outcomes over time. If mass balance shows elimination outpaces
release without adverse outcomes, the simple danger narrative loses force.

Decisive comparisons and limits of inference

A rigorous weight-change study would begin by naming the suspected molecule and confirming a practical method
for measuring it. Researchers would characterize external exposure, body composition, albumin, renal and hepatic
status, metabolites and elimination. Samples taken only at the start and finish could miss temporary peaks; repeated
sampling may be necessary. If active concentration rises during fat mobilization, the next question is whether that
rise has a magnitude capable of producing a biological effect, not merely whether it is statistically detectable. The
most informative counterfactual is a group with similar weight loss but different baseline compound burden, or
differing rates of mobilization under otherwise comparable conditions. A compartmental model should predict who
experiences a peak and how quickly exposure falls as excretion continues. A negative result matters: for many
compounds and ordinary weight changes, clinically relevant exposure may never increase. The radical insight is not
that weight loss is secretly toxic. It is that moving something out of storage is not the same event as disposing of it,
and health claims should be assessed at the point where material genuinely leaves the organism.

A second prediction from the original model

The decisive observation is net mass balance: does a mobilized compound actually leave the body, remain
circulating or move into another store? Confusion among those outcomes is precisely what the redistribution
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hypothesis is meant to prevent.

Why the hypothesis matters if correct

The question “where did the molecule go?” should precede any claim that a detoxification intervention worked. A
compound moving from fat into blood has been mobilized, not necessarily eliminated; a compound leaving plasma
for tissue can make a blood level fall even as local exposure rises. The clinical meaning depends on chemical
identity, biological activity, compartment size and excretion. The hypothesis therefore has the potential to challenge
both overstated fears and overstated promises. Rapid weight change is not automatically hazardous, and an
increase in blood concentration of a persistent compound is not proof of injury. But a measurable transient exposure
peak, for a compound with known toxic potency, could matter in vulnerable patients. The decisive research step is a
mass-balance account with validated measurements. If such a model predicts mobilization and elimination
independently, it can establish whether a procedure truly reduces body burden or merely changes its location. That
is a sharper and more controversial standard for detoxification claims than any amount of rhetoric about hidden
toxins.

The clinical and conceptual consequence

The controversial warning is that successful movement of a stored substance can be mistaken for successful
clearance. Serious detoxification science must insist on destination and elimination, not merely the reassuring
language of mobilization.

The clinical lesson is not to fear medically indicated weight loss, but to resist unjustified claims of cleansing and to
distinguish chemical kinetics from symptoms that may have unrelated causes.

The clinical lesson is not to fear medically indicated weight loss, but to resist unjustified claims of cleansing and to
distinguish chemical kinetics from symptoms that may have unrelated causes.
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Editorial and clinical boundaries

This paper advances a causal thesis and identifies observations that would support or defeat it. It does not establish
a new diagnosis or treatment, and it should not be used to discontinue medically indicated care. Bibliographic entries
inherited from the original edition have not all been independently verified.
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