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The published article presents itself as a rigorous systematic review of the available human
data regarding Aluminum-Based Adjuvants (ABAs). Following peer review in which |
personally recommended rejection, some overly affirmative statements were softened and the
authors more openly acknowledged methodological limitations and the need for further
research. Nevertheless, the overall framing of the paper remains strongly biased and raises
important scientific and public health concerns.

The main limitation of this review lies in its deliberately restricted scope. The authors
excluded:

- animal studies,

- mechanistic data,

- toxicokinetic and biodistribution studies,

- cellular studies,

- much of the contemporary experimental literature on injected ABA particles.

Yet modern toxicology cannot seriously assess chronic risk without integrating biological
mechanisms. By restricting the analysis almost exclusively to observational human studies, the
review excludes precisely the fields in which the most concerning signals emerge:

- biopersistence,

- neuroinflammation,

- macrophagic transport,

- developmental toxicology,

- neuro-immune mechanisms.

This omission is especially problematic regarding perinatal exposure and early neurodevelop-
ment. The paper provides virtually no discussion of in utero exposure, injections during
infancy, or repeated exposure during critical developmental windows.

The authors then conclude that no obvious large-scale safety signal emerges from the available
human data. However, this essentially amounts to searching under the streetlight: one only
finds what one actively looks for. Studies specifically designed to detect rare, delayed, neuro-
immune, or developmental effects of ABAs have almost never been conducted.

Importantly, the authors themselves acknowledge:

- absence of robust long-term longitudinal studies,

- poor quality of many datasets,

- limitations of observational cohorts,

- need for further mechanistic and epidemiological research.

One cannot simultaneously admit that the appropriate studies have never truly been performed
while continuing to invoke a “long-established safety profile” as though it were definitively
established scientific fact.

The section devoted to Macrophagic MyoFasciitis (MMF) illustrates this contradiction
particularly well. The authors acknowledge:

- Al-containing lesions at injection sites,



- persistence of lesions for months or years,

- systemic symptoms among biopsied patients, including chronic fatigue, myalgia, arthralgia,
muscle weakness, and cognitive impairment.

Yet they conclude that current evidence does not support a causal association between MMF
lesions and systemic symptoms. This conclusion is highly debatable. More than twenty years
of clinical literature describe a relatively coherent syndrome associating chronic pain, profound
fatigue, cognitive dysfunction, functional neuroimaging abnormalities, and Al-containing
histological lesions. MMF has therefore not been described as a harmless “vaccine tattoo,” but
rather as an immunologically active lesion associated with a chronic neuro-immune syndrome.
Importantly, these patients are often severely disabled; approximately 96% of members of the
French patient association are considered disabled, with nearly three quarters classified as
totally disabled.

The authors repeatedly emphasize the absence of definitive causal proof while largely ignoring
a central issue: almost no prospective study has ever been specifically designed to investigate
the long-term neuro-immune consequences of injected ABAs. Existing epidemiological tools
are poorly suited to detect rare, delayed, or multifactorial outcomes.

Absence of strong evidence therefore cannot be equated with evidence of absence.

The repeated reliance on studies such as Mitkus et al. (2011), Andersson et al. (2025), or
Moser & Offit (2026) is equally problematic. These studies are repeatedly presented as
reassuring despite major published methodological limitations.

Ultimately, this article never demonstrates the absence of risk associated with ABAs. Rather, it
demonstrates the absence of adequate studies capable of properly investigating certain rarely
documented, delayed, neuro-immune, or developmental outcomes.

In this respect, the paper resembles a classic example of the manufacturing of doubt:

emphasizing uncertainty when safety concerns emerge while simultaneously presenting weak
or incomplete evidence as sufficiently reassuring. Such an approach may protect institutional
narratives, but it ultimately undermines scientific credibility, public health and patient safety.
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