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Slow gait speed for two years, weakness of lower limbs for one year
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Figure 1 The pedigree of the patients’s family.
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Figure 2  Bilateral lower legs MRI showed the volume of anterior muscle group decreased, moderate to severe fatty infiltration of

tibialis anterior muscle, extensor digitorumlongus, soleus muscle, and the left side was more obvious. Figure 3  Bilateral thigh MRI

showed the volume of posterior and medial muscle groups decreased, severe fatty infiltration of adductor, mild to moderate fatty

infiltration of semitendinosus, semimembranous, bicepsfemoris muscle, and mild fatty infiltration of quadriceps.
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Figure 4 Optical microscopy findings x 200 Some vacuolar changes with basophilic granule deposition in muscle fibers were seen
(arrow indicates, Panel 4a). HE staining Rimmed vacuoles in fibers were seen (arrow indicates, Panel 4b). MGT staining
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