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It was recently argued that autism researchers committed to rejecting ableist frameworks in their research may sacrifice “scientifically accurate” conceptualizations of autism. In this perspective piece, we argue that: (a) anti-ableism vs. scientific accuracy is a false dichotomy, (b) there is no ideology-free science that has claim to scientific accuracy, and (c) autism science has a history of false leads in part because of unexamined ableist ideologies that undergird researcher framings and interpretations of evidence. To illustrate our claims, we discuss several avenues of autism research that were promoted as scientific advances, but were eventually debunked or shown to have much less explanatory value than initially proposed. These research programs have involved claims about autism etiology, the nature of autism and autistic characteristics, and autism intervention. Common to these false leads have been ableist assumptions about autism that inform researcher perspectives. Negative impacts of this work have been mitigated in some areas of autism research, but these perspectives continue to exert influence on the lives of autistic people, including the availability of services, discourses about autism, and sociocultural conceptualizations of autistic people. Examining these false leads may help current researchers better understand how ableism may negatively influence their areas of inquiry. We close with a positive argument that promoting anti-ableism can be done in tandem with increasing scientific accuracy.
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Introduction


Ableism and anti-ableism in autism research

Autism research has been criticized for being ableist (1–3). Ableism refers to a system of discrimination against people perceived to be disabled, based on socially constructed views of “normalcy, productivity, desirability, intelligence, excellence, and fitness” (4). A feature of this system of discrimination for autistic people is stigmatization, which can mean that autistic characteristics such as developing passionate interests on topics that others consider unusual or otherwise not adhering to social norms, are devalued in both interpersonal interactions and broader social contexts (5). Stigma is associated with less knowledge of autism, greater interest in curing and normalizing autistic people, and less familiarity with autistic people [e.g., not having an autistic family member; (6)]. Stigmatization can have significant negative impacts on autistic people’s lives, such as lowered life expectancies, under-employment, and lowered quality of life (7).

Autism research focuses almost exclusively on autistic people’s perceived deficits relative to non-autistic people, and researchers rarely acknowledge that autistic people have strengths and abilities in addition to impairments, and exist in contexts that enable or disable functioning. Autistic people are often inaccurately described as missing core human capacities (8), and as incapable of social reciprocity or contributing to shared culture (2). Deficit construals persist even when autistic people show strengths in domains that would otherwise be considered positive, such as transparency, rationality, and morality (9–11), and this framing is encouraged in common nosologies (e.g., the Diagnostic and Statistical Manual of Mental Disorders and the International Classification of Disabilities). Illustrating this issue, in a study investigating how almost 200 autism researchers construct autistic people, two-thirds of accounts included at least one dehumanizing, objectifying, or stigmatizing statement (2). Persistent negative evaluations of autistic people in the face of contrary evidence point to deeply ingrained social and cultural values about autism that influence researchers’ interpretations of their findings.

There has been growing attention to how ableism in autism research impacts the scope and quality of research available (1–3, 11, 12). Exclusively focusing on deficits does not represent autistic people 12; or autism accurately; instead it reflects the interests of primarily non-autistic researchers. In contrast, autistic accounts of autism tend to be broad in scope, rather than deficit-focused (13), and co-produced work tends to advocate for a holistic approach to understanding autistic strengths and challenges (14, 15). Additionally, including autistic people in autism research is associated with lower odds of having ableist constructions of autism or autistic people (2, 16).



Backlash: rejecting anti-ableism in the guise of scientific accuracy

Many autism researchers have embraced calls to dismantle ableism in their work (17). However, others have asserted these efforts hamper scientific accuracy, particularly in regards to discourses and terminology used to describe autistic people (18). Their argument is that some autistic people– especially those who have accompanying intellectual disability, do not consistently use speech, and/or require substantial support– cannot be described without using terms such as “profound,” “severe,” and “problem behavior,” which many autistic people and their allies find dehumanizing (3, 19). These terms are proposed to be fact-based, scientifically accurate descriptors that, if abandoned, would leave researchers unable to advance knowledge on issues important to this population. We have argued that these terms can be ableist when they reduce autistic people to perceived deficits, and when they are used without examining how social contexts contribute to disability (3, 20, 21). Important to this logic are theoretical commitments from sociolinguistic research traditions showing that no terms or discourses express value-neutral facts (22). Instead, language (including scientific language) is imbued with ideological and ethical dimensions.

Here, we extend our previous arguments by asserting that research underpinned by unexamined ableist ideologies has no claim to scientific accuracy. Instead, ableism is historically intertwined with research programs that were eventually debunked, or are now understood to have much less explanatory power than initially proposed. We explore three such programs, including: (a) etiology, identification, and prevalence; (b) descriptions and theoretical explanations, and (c) interventions.




False leads


Autism etiology, identification, and prevalence


Psychogenesis

Delineating causal mechanisms of autism and how they contribute to diagnostic prevalence have been top research and funding priorities (18). Psychogenic theories emerged early in the history of autism research, and stemmed from Freudian theories of psychosexual development. One version purported that mothers’ rejection of their children resulted in insufficient parent–child bonding and caused their children to become autistic. Bettelheim’s (23) iteration of this theory is most well-known, but Kanner (24) implied similar sentiments regarding the parents of autistic children (focusing most often on mothers) in his original case report. He later expounded a causal link between parents’ behavior and their children’s autism (25), writing how the “[m]aternal lack of genuine warmth is often conspicuous in the first visit to the clinic” (p. 422), and that children were “kept neatly in refrigerators which did not defrost” (p. 425).

Both Kanner and Bettelheim relied on ableists and misogynistic assumptions to connect mothers’ behavior (their education, participation in work, and perceived warmth) to their autistic children’s perceived aloofness. With more rigorous investigation, the notion that mothers’ affect made their children autistic has since been widely rejected. For example, research has shown that autistic children are as securely attached to their mothers as typically developing children (26). To reflect updated research, a recently created and validated measure of autism knowledge regards autistic children showing affection, attachments, and empathy as facts (27). Essentially, the evidence for these ideas remained largely speculative and based exclusively on unsystematic and ableist clinical impressions of parents and their children—undermining any claims to scientific accuracy. Still, the damage this work caused families is well established, including for example the removal of autistic children from their homes at Bettelheim’s recommendation (28), and further stigmatization of autistic people (29). Additionally, Douglas (30) argues that these theories have been repurposed from cause to cure, with mothers no longer being blamed for being the root of their child’s autism, but instead blamed for their lack of recovery from it.



Toxicity and biogenesis

Psychogenic causal theories were eventually displaced by biogenic causal theories that focused on external toxins, with Bernard Rimland’s ideas in particular gaining traction throughout the 1960s – 1990s. Rimland asserted that autism had biological origins similar to disorders like phenylketonuria, which is caused by a genetic inability to break down phenylalanine and, without treatment, leads to intellectual disabilities (31). Rimland either developed or promoted several biology-based theories, including that autism is caused by toxicity from sources such as vaccines (32), insufficient digestion of gluten and casein (33, 34), and heavy metals in the bloodstream (35). None of these theories were based on strong supporting evidence at the time Rimland proposed them, and are now widely considered debunked (36). Central to their proliferation are ableist and stigmatizing notions that autism is the result of biological “damage” that negatively impacts cognitive and social development, and that biological causes, if identified, could lead to simple to manage cures. Although these theories have been rejected by much of the scientific community, discourses about autism that invoke biological perturbations (often from external ‘toxins’) frame much of the professional and public understanding of autism, which can be a significant source of stigmatization.



Biomarkers

Autism is defined behaviorally and diagnosed observationally, resulting in significant variability in clinical evaluation and practice. To further standardize diagnosis and clinical trials, a major focus within autism research has been a search for quantifiable biomarkers to aid early detection and serve as targets for intervention. However, to date biomarker studies have produced inconsistent and contradictory results, leading a recent review to conclude that there is a biomarker “replication crisis” and “currently no response biomarker to inform ASD clinical trials” [(37), p. 23]. The search for autism-specific biomarkers is also complicated by its notorious heterogeneity that is not likely to be associated with a uniform underlying physiology (38).

Although biomarker research offers potential for identifying biological contributors to disabling medical conditions that disproportionately co-occur with autism (e.g., epilepsy, sleep disorders, digestive issues, hyperacusis), efforts to reduce autism itself to biology ignores the social and developmental contexts in which neurobiological differences manifest as social disabilities, and reifies deficit frameworks that presume disability is intrinsic to the individual. As these efforts continue, it remains incumbent on biomarker researchers to articulate how biomarkers will improve identification and clinical care, as biomarker testing is often more labor-intensive, more invasive, and less accessible to people in need than established methods. Further, biomarker researchers should address concerns from the autistic community about the underlying motivation for biological research funding [e.g., cure and prevent autism; (39)], which often comes at the expense of other funding and research needs prioritized by autistic people (40–46).



The autism epidemic

Rimland was among several researchers who made ableist claims that increasing numbers of autism diagnoses constituted an “autism epidemic” (3), and that increases in cases were due to environmental factors like toxins or vaccines. These claims lack empirical support, and systematic investigations into vaccines have not shown even correlational links to increases in autism prevalence (36). Current researcher consensus about changing prevalence estimates is that increases are due to differences in identification methods across survey years, greater awareness and improved differential diagnosis that enable appropriate identification of autistic people from minoritized backgrounds, and improved service access that incentivizes diagnosis (47–49). For example, a rise in autism diagnoses among United States children recently occurred particularly for historically underrepresented non-white children and girls (50). Researchers who continue to cleave to the notion of an autism epidemic tend not to sufficiently account for these alternative explanations. Still, claims of an autism epidemic continue to be promoted by a small group of researchers and influential public figures (51, 52).

The ableist ideologies that accompany concerns about an “autism epidemic” are readily apparent, and are mobilized in part to promote increased investment in cause/cure research. In an essay linking vaccines and autism, Rimland (32) quoted a parent of an autistic child who argued that parents would know – without autism awareness campaigns – if their child was “not talking yet and does not do anything except sit there flapping his hands” (p. 261). Rimland and the parent he quoted reduced autistic children to their non-normative behavior, and conveyed that more autistic people is cause for alarm.1 However, recent estimates indicate that the vaguely-defined group of autistic children referenced in the parent’s quotation do not account for a substantial portion of the increase in diagnoses (54). Researchers have also expressed alarmist, ableist concerns about the “economic burden” of autistic people [Blaxill et al. (55), in a recently retracted study]. However, recent efforts to model the cost of autistic people have been critiqued on methodological and ideological grounds because they inappropriately assume that autistic people’s economic contributions are zero, that non-autistic people are cost-free, and that perceived financial cost is an informative marker for determining autistic people’s right to exist (56). Once again, ableist assumptions about autism have undermined rigorous evaluation of available evidence on autism prevalence. These stigmatizing, ableist claims reach the consciousness of autistic people and may become internalized; as one autistic adult argued, vaccine-autism fears suggest society views having a deadly disease as worse than autism (57).




Characterizing and theorizing autism


Echolalia

Kanner (25) described echolalia in autistic children, which is the repetition of the speech of others, as a “…semantically and conversationally valueless or grossly distorted memory exercise” (p. 243). In the following decades, psychoanalytic and behaviorist researchers considered autistic echolalia to be non-communicative and inwardly focused. Interventions were developed to decrease its occurrence (58) under the ableist assumption that echolalia interferes with “real” social interaction and ultimately, social development (59). These conclusions did not stem from in-depth, systematic study of the social or interactional contexts in which echolalia was produced, the impacts of echolalia on interaction, or autistic people’s input. Instead, they were based on clinical reports generated with seemingly a priori assumptions that the non-normative nature of echolalia was evidence enough that it was not worthwhile.

Autism researchers who studied language and communication in context soon took a more nuanced approach to conceptualizing echolalia, and proposed that echolalia could have communicative and interactive utility [see Gernsbacher et al. (59) and Sterponi and Shankey (60), for summaries], such as language-building imitation (61). Critical to these programs of research are theoretical commitments and methodological points of departure that seek to describe what autistic people do in interaction, rather than to seek out deficits by honing in on any form of conduct that appears to differ from a (usually idealized) non-autistic standard. For example, in their qualitative case study, Sterponi and Shankey (62) describe how an autistic child deployed echolalia in creative ways (e.g., by adjusting prosodic contours or adding/subtracting lexical items from the original utterance) to achieve a variety of interactional ends, such as redirection, expressing alignment, and projecting affective and epistemic stance. This research builds on prior systematic, empirical descriptions of autistic interactions showing the interactional relevance of echolalia (63–65) that sharply contrasts with previous, deficit-driven research that lacked a rigorous empirical basis.



Social motivation

In keeping with deficit-based descriptions, researchers have developed deficit-based theories to explain how features of autism (such as echolalia) develop and co-occur. The Social Motivation hypothesis purports that autistic people have an innately reduced interest in social interaction, and are instead inwardly focused, which stems from differences in neurobiology that affect the processing of social rewards (66). These early differences are thought to culminate in diminished participation in, and ultimately capacity for, social interaction with others. This theoretical framing has led to interventions designed to increase the “reward value” of early social interactions [for example via oxytocin administration, which has shown null or negative effects across several studies; see (21, 67)] in an effort to reroute social development to a more typical pathway (61, 68).

However, Jaswal and Akhtar (61) have pointed out three problems regarding the assumptions that underpin this theory: (a) autistic people express that they do desire interactions and relationships with others, (b) there are alternative explanations for the differences in social presentation evidenced by autistic people that do not assume reduced social motivation, and (c) social motivation is not a ‘within-person’ phenomenon; it involves one’s social conduct, others’ interpretations of their social conduct, and others’ contingent social conduct based on those interpretations (69). Indeed, empirical work has found that autistic adult’s social motivation has little predictive value for social interaction outcomes (70). Social motivation theories are one of many theoretical approaches that use deficit-based bridging assumptions to link deficit-based descriptions of autism (e.g., decreased eye-contact, differences in signaling emotion) to an explanatory framework, which can have stigmatizing effects on autistic people (10).



Broken mirrors

A related theoretical framework posits that autistic people lack neural activation in “mirror neuron” networks of the brain, which are purported to enable a simulated experience of others’ actions by activating neural pathways during action observation that are also activated during action production (71). According to the theory, autistic people are unable to understand the goals, intentions, or affective motivations that underlie others’ actions because the activation of these pathways are attenuated, and they do not have the simulated experience of producing an action when observing one. On this basis, autistic people’s neurology was described as “broken” and in need of fixing to restore functioning (72). This theory rose to prominence in the early 2000s and led to interventions focused on improving autistic children’s ability to imitate others, a skill thought to depend on and possibly enhance mirror neuron activation (73).

In a forum discussion of mirror neuron findings (74), Gernsbacher provides provocative counterpoints to this theory, noting that many of the findings showing decreased activation of mirror neuron networks in autistic as compared non-autistic controls have not consistently replicated. Indeed, many findings locating mirror neuron networks in non-autistic groups have not held up in meta-analytic investigations either. She also notes that the interventions that arose from mirror neuron theories have limited empirical support. Finally, Gernsbacher links the development of mirror neuron theories to explain autism to prejudicial bias (i.e., ableism). The ableism motivating this theory is especially apparent in the dehumanizing language used to articulate it, which included that autistic people lack a capacity central to human evolution.




Autism interventions


Young autism project

In the United States, applied behavior analysis (ABA) is a widely-implemented form of therapy for autistic people, popularized by Lovaas’ Young Autism Project. ABA designed for autistic people was derived from similar, now disavowed, strategies used to prevent children from developing traits perceived to be inconsistent with their sex assigned at birth, and to prevent future same sex attraction (75, 76). Lovaas published a seminal study in the late 1980s claiming that autistic children who participated in intensive ABA therapy became indistinguishable from their non-autistic peers (77), but this finding has not replicated (78). Indeed, the vast majority of ABA studies do not meet basic quality standards such as randomization and masked assessment (79, 80), and those that do show only modest improvements in autistic children’s cognitive development (a finding that also has not been replicated after more than 20 years). Despite the lack of high-quality evidence, many ABA providers have advertised their services as a gold-standard, scientifically-proven cure for autism (77).

Lovaas’ ableist views about autistic people are familiar to researchers in academic traditions critical of ABA (1), but are rarely acknowledged by ABA proponents. For example, in interviews, Lovaas referred to autistic children as inhuman and promoted physical abuse–including making autistic people fear for their lives– as a means to promote behavior change (81, 82). Further, Lovaas’ focus on encouraging autistic people to suppress autistic traits such as “stimming” (e.g., hand flapping, rocking, or repetitive vocalizations) so that they appear neurotypical further stigmatizes these behaviors, despite the fact that many autistic people describe stimming as an expression of joy or a valuable coping mechanism (83).



Defeat autism now! protocol

Consistent with his biogenic theories of autism causation, Rimland promoted the use of various therapies that he marketed as curative via his Autism Research Institute, through which he developed the Defeat Autism Now! (DAN!) protocol. This protocol was administered by DAN! doctors trained to implement strategies to remove toxins from the body, which were thought to be introduced through external influences such as diets and vaccines. Procedures included removing heavy metals from the bloodstream (i.e., chelation therapy), gluten-and casein-free diets, vitamin therapy, hyperbaric oxygen therapy, and the avoidance of childhood vaccines. These therapies were introduced with flimsy evidence of effectiveness, and insufficient attention to potential harms2– but Rimland felt that the need to decrease or cure characteristics associated with autism was so pressing that procedures with even just anecdotal or hypothetical support were worthwhile (84).

Subsequently, many studies have been published that refute the efficacy of these strategies (85–87), and calls have been issued for discontinuing their use due to significant harms, including death (88). While Rimland’s approaches garnered contemporary criticism from many researchers, he gained significant traction with many medical providers and families, and is recognized as having enormous and enduring influence on the care autistic children receive [(84, 89, 90)]. An analysis of Google search data shows that these theories involving gluten and heavy metals still garnered significant public interest in 2019 (with renewed interest since the onset of the COVID-19 pandemic), and vaccines remain the topic most associated with questions relating to the cause of autism on Google (91).

Underlying the continued dissemination of these intervention programs are ableist ideologies positioning autism as such an undesirable state of affairs that: (1) any possibility to reduce its occurrence is worthwhile, regardless of a lack of evidence, and (2) there is no need to consider harms, because being autistic is worse than any potential harm (92). As a result of the poor science backing much autism intervention research, it is unclear if they have resulted in long-term positive impacts for autistic people (78, 79, 93), although it is likely that many of these programs contribute to stigmatization and trauma (94, 95).





Discussion

In this paper, we offer a counter argument to the insinuation that researchers have a choice between rejecting ableism and striving for scientific accuracy. In fact, history shows that ableism and poor autism science have gone hand in hand. Many autism research programs that have either been abandoned or have become much less influential may have gained initial traction because the ableist assumptions underpinning them were taken as givens, even though they were not backed by rigorous evidence. These include assumptions about the etiology and prevalence of autism, descriptions and theorizations about autistic people’s social conduct, and ways to support autistic people. The assumed validity of these theories further encourages poor research practices and confirmation bias (e.g., elective reporting, p-hacking, hypothesizing after results are known, etc.). Until the field of autism research explicitly addresses the link between ableism and poor autism science, new programs of research will continue to emerge that have little to offer in terms of advancing knowledge, while also potentially causing significant harm–including stigmatization– to autistic people and their families (2).

Alternatively, recent efforts to reject ableism have led to promising empirical and theoretical advances, such as the program of research underpinned by the Double Empathy Problem (96–98), efforts to understand features of autism using neurodiversity frameworks (99–101), rigorous guidelines for conducting co-produced research with autistic people (102), pilot research on programs designed to reduce social stigma (103), and approaches to promote autistic flourishing that prioritize capabilities such as affiliation and health via systems change, rather than encouraging autistic people to “overcome” perceived deficits (104). Anti-ableist research on supporting autistic people in their daily lives also shows promise, such as efforts to improve quality of life measures that are specific and relevant to autistic people (105) research that can be used to rigorously test interventions that aim to improve their wellbeing. Each of these programs will need to be refined and improved over time through additional research, but illustrate the potential of anti-ableist work coinciding with scientific rigor. Ultimately, anti-ableism efforts may be a requirement for, rather than in conflict with, academic rigor.
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Footnotes

1   Ableist panic of this sort came to a crescendo in the mid 2000’s, with initiatives such as the “Ransom Notes” campaign launched by the New York University Child Study Center, where large billboard displays containing notes purporting to be from neurodevelopmental disabilities such as autism notified parents that they had stolen and harmed their children (49).

2   In one study, Rimland reported that a drug he promoted was found to “induce adverse side effects in only about 19% of the children” [(78), p. 69], which he concluded was too low to take into consideration. He also asserted that high doses of vitamins did not have the potential for harm.
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