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Therapeutic monoclonal antibodies are produced by mammalian cells, mostly
CHO cells, because antibody formation requires intra- and inter-chain disulfide bond formation and
glycosylation. Folding and assembly of antibody polypeptide chains take place in the ER. In the
antibody-producing plasma cell,Thus, to enhance the antibody production by CHO cell, it seems
necessary to improve the folding and assembly system in CHO cells. There exist various PDIs in
mammalian cells. However, it is unknown which PDI is responsible for antibody production. When ER
stress is induced, expression-level of pdia4 significantly increased in the antibody-producing CHO
cell. Knockdown of pdia4 in the antibody-producing CHO cell caused significantly affected the
production and maturation of antibody. PDla4 could assist folding and assembly of the reduced and
denatured antibody in vitro. Therefore, we concluded that PDla4 takes an essential role in the
folding and assembly in CHO cells.
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