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mechanisms, muscles of DMD patients are characterized by a condition of
chronic inflammation, which represents a major cause in the outcome of the pathology (Evans et al., 2009).

We demonstrated that a single intraperitoneal injection of microencapsulated porcine Sertoli cells (SeC-MC) in mdx mice
restrains inflammation in muscle tissue and induces heregulin Bl1-dependent expression of the dystrophin paralogue, utrophin
at the sarcolemma, resulting in improved muscle morphology and performance (Chiappalupi et al., 2015, 2016) (Fig. B).

Once injected i.p., SeC-MC act as a “micro-biofactory” that releases in the bloodstream immunomodulatory and trophic factors
that through the circulation reach every single muscle. This approach does not need pharmacological immunosuppression and is
DMD mutation-independent.

Here, we i) performed for the first time an ultrastructural analysis of SeC inside the microcapsules; ii) investigated the direct

Sertoli cells (SeC) are the major component of the seminiferous tubules in the

testis (Fig. A), where they provide numerous factors required for the orderly

development and immune protection of maturing germ cells (Russell &

Griswold, 1993).

Thanks to the secretion of several trophic and immunomodulatory factors,

SeC are able to create a unique immune-privileged environment that protects
Lumen of

seminierous cells from the host immune system attack (Skinner & Griswold, 2005; Mital et
W4l 2010).
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During the years, SeC or microencapsulated SeC (SeC-MC) have
been successfully used in allogeneic and xenogeneic tissue
Spermatids transplantations, and in experimental models of diabetes,

effects of SeC on murine myoblasts/myotubes and on myotubes of higher mammals; and, iii) investigated the minimum effective

Parkinson's disease, amyotrophic lateral sclerosis, Laron syndrome
(dwarfism) and Huntington's disease (Kaur et al., 2015; Fallarino et

Secondary
spermatocyte

dose of SeC in vivo.

Spermatocyte al., 2009; Luca et al., 2013, 2016).
Tight junction L.p. injection of SeC-MC has been also tested in type 2 diabetes no
\ T human primates (Luca et al., 2014). ’

1. Evaluation of the biological status of SeC
inside the microcapsules
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2. Investigation of SeC effects on dystrophic myoblasts
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morphology in muscles of dystrophic mice.
Altogether, our data further support the use of i.p. injection of SeC-MC as a potential treatment of

DMD patients.
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