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Fig. 1

The relationship between nasal flaring and SpO:2

In DMD patients, nasal flaring is present when SpOz2 is lower than 96%, while it is absent in DM1
even when SpOz is lower than 90%. No DMI1 patients complain of dyspnea. In DMD, 8 patients out of
eleven with nasal flaring complain of dyspnea, and those without nasal flaring do not complain of

dyspnea.
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Abstract
Nasal flaring during hypoxemia in myotonic dystrophy and Duchenne muscular dystrophy

Mikiya Suzuki, M.D."”, Yasushi Oya, M.D.", Yoshitake Murakami, M.D.",
Masafumi Ogawa, M.D."” and Mitsuru Kawai, M.D."”
"Department of Neurology, National Center Hospital of Neurology and Psychiatry
“Department of Neurology, Higashisaitama National Hospital

We investigated the relationship between nasal flaring and SpO:. in 19 patients with Duchenne muscular dys-
trophy (DMD) and 26 patients with myotonic dystrophy (DM1). In DMD patients, nasal flaring was observed when
SpO. was lower than 96%), while it was not seen even at 82% of SpO, in DM1. None of the DM1 patients could per-
form voluntary nasal flaring. Nasal flaring is a useful indicator of hypoxemia in DMD but not in DMI. It remains to
be elucidated whether the lack of nasal flaring in DM1 patients is due to abnormal respiratory central mechanism
or nasal muscle weakness.

(Clin Neurol, 49: 278—280, 2009)
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