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Figure 1. Schematic and simplified depiction of a pathophysiological model of eating disorders based on

genetic findings.

SCFAs, short chain fatty acids; LPS, lipopolysaccharides; GABA, gamma-aminobutyric acid; B ClpB, caseinolytic protease;
EBF1, early B-cell factor 1; EPHX2, epoxide hydrolase 2; MHC, major histocompatibility complex; 5-HT, serotonin; DA,
dopamine; CB, cannabinoid; Op, opioids; a-MSH, melanocyte-stimulating hormone.
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The orbitofrontal cortex and

amygdala are thought to encode
information related to the reward
value of food

The insula processes information
related to the taste of food and its
hedonic properties

The nucleus accumbens and
dorsal striatum regulate the
motivational and incentive
properties of food

The lateral hypothalamus may
regulate rewarding responses to
palatable food and drive food-
seeking behaviours
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Figure 4. Neurocircuits involved in the homeostatic regulation of feeding
Neurons in the hypothalamic arcuate nucleus (ARC) and nucleus of the solitary tract (NTS)

sense and respond to peripheral energy signals to promote energy homeostasis.
Neuropeptides such as neuropeptide Y (NPY) and neurotransmitters such as GABA, among
others, are released onto downstream neurons including those in the paraventricular nucleus
(PVN). In the PVN, oxytocin and other neurons tonically inhibit feeding and, during energy
deficit, are inhibited by orexigenic input from the ARC, thereby stimulating feeding. The
same agouti-related protein (AGRP) neurons (which co-express GABA and NPY) that are
involved in short-term feeding also contribute to long-term energy balance through the
release of AGRP, an inverse agonist of melanocortin receptor 4 (MC4R) and, through
GABA release, inhibit neighbouring pro-opiomelanocortin (POMC) neurons. POMC
neurons are stimulated by input from leptin, and the release of a-melanocyte stimulating
hormone (a-MSH) activates MC4R, thereby inhibiting food intake. In addition, recent
evidence also implicates leptin-responsive GABAergic neurons that express neuronal nitric
oxide synthase (nNOS) in the regulation of energy homeostasis. These neurons are found in
the ARC and dorsomedial nucleus (not shown) and are hypothesized (dashed line) to inhibit
downstream neurocircuits that drive feeding, Collectively, this input is relayed to the PYN
and lateral hypothalamic area (not shown) and integrated to modulate the rewarding
properties of food and the response to satiety signals. GABA AR, type A GABA receptor;
GHSR, growth hormone secretagogue receptor (ghrelin receptor); LRb, leptin receptor;
NPY IR, NPY receptor type 1.
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THE (DIS)EMBODIED SELF IN ANOREXIA NERVOSA

REBECCA J. LESTER

Department of Anthropology, 0532, University of California at San Diego, 9500 Gilman Drive, La
Jolla, San Diego, CA, U.S.A.

Abstract—This paper deconstructs the debate that has been raging for over a decade between propo-
nents of the feminist cultural model of eating disorders and supporters of the traditional medical model
of illness and treatment, bringing the level of analysis one step deeper—to the question of the construc-
tions of “‘the self”” employed in these discourses and the implications of these constructions for the suc-
cessful understanding and treatment of arorexia nervosa. The paper argues that while feminist
theorizing has largely dislodged the current representations of anorexia nervosa from the clamps of
myopic medical discourses devoid of detailed cultural analysis, it has in fact produced similar theoreti-
cal dichotomies and blind spots that preclude the successful theorizing of an embodied self and its par-
ticular articulation in anorexia nervosa. It is proposed here that Foucault’s [(1986) The Care of the Self.
The History of Sexuality, Vol. 3. Vintage, New York] notion of “technologies of the self” can provide
us with a useful tool for bridging the split between the ““inside” and “outside” produced and reified in
both the medical model and the feminist cultural formulation of anorexia; a framework is suggested for
the implementation of this interpretative pcsition, based on a reconceptualization of the particular
ritualistic behaviors associated in anorexia as articulating the core issues of the illness—a reconfigura-
tion and repositioning of the “inside” and the “outside™ as a means of tailoring the self along a par-
ticular line of “attitude”. The essay is based on eight months of fieldwork counseling in an eating
disorders treatment center. Copyright © 1997 Elsevier Science Ltd

Key words—anorexia nervosa, addiction and recovery, culture and psychiatry, philosophies of the self
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<<cosi gli individui presi come corpi posso non essere di per sé
nient’altro che sintomi relativamente ad altri corpi>>

<<se cio non avviene il corpo e sintomo di un altro sintomo>>

<<il sintomo isterico e il sintomo che interessa al sintomo
dell’altro in quanto tale, ossia che non richiede il corpo a
corpo>>

Lacan, Joyce e il sintomo






aspetti clinici rilevanti

idealizzazione immagine corporea
prevalenza aspetti proiettivi
erotizzazione fame

erotizzazione morte

egosintonia

atemporalita del corpo
Asessualita/enfasi sessulita del corpo
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Il Faut Bien Mager

Il mangiare come metonimia

dell’introiezione

Il nutrimento come eterogenesi

della soggettivita

Bisogna
pur mangiare

Nuove esperienze di cura
e testimonianze inedite su anoressia,
bulimia e obesita
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Progetto “Ginestra”:Nucleo trattamento
pazienti gravi

- nutrizione artificiale

- Holding intensivo

- intensificazione approccio psicopedagogico
- servizi assistenziali con rapporto 1:1
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