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Pompe Disease MO021 is Naturally Produced with High Levels of Bis-Phosphorylated N-Glyans MO021 is Significantly Better than Avalglucosidase for Reducing Accumulated
by Co-Expression with S1S3 PTase Glycogen in Young and Old Pompe Mice
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MO021 Rapidly Normalized Muscle Grip Strength in Treated Pompe Mice to
That of Wild-Type while Alglucosidase alfa Did Not Normalize Grip Strength

Not All Phosphorylated Glycans
Are Equal for Binding CI-MPR
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In head-to-head studies, MO021 is significantly better than alglucosidase alfa and
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kinetics for large substrates like glycogen, particularly in older mice where glycogen in more branched and
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