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This study shows that a considerable percentage of patients with
fibrosis stage F3 progress to F4cc/F4dc within 2 years, highlighting
the need for early diagnosis.
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Not evaluable?

Procedure and lab data were assessed
within time range after index date

“At liver disease diagnosis date. TClosest to liver disease diagnosis date. *Variables for calculating the fibrosis staging were
not available.

AATD-LD-PiZZ, alpha-1 antitrypsin deficiency-associated liver disease protease inhibitor ZZ; BMI, body mass index;

SD, standard deviation.
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