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Release Mechanism of 35-37 kDa of Soluble MHC I*
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ABSTRACT Objective: To investigate the release mechanism of 35-37 kDa of soluble MHC I and to lay a foundation for the
immune intervention of hematopoietic malignancies. Methods: Cell surface labeling, immunoprecipitation, Western blot and enhanced
chemiluminescence methods were used to investigate the effect of EGTA and sucrose on the release of 43 and 35-37 kDa of soluble
MHC I in THP1 cells respectively. Exosomes were separated from the supernatant of cell culture by ultracentrifugation, and then soluble
MHC I was detected with immunoprecipitation, Western blot and enhanced chemiluminescence methods. The quantity of soluble MHC 1
release was analyzed with Quantity One software after chemiluminescence. Results: EGTA could inhibit the release of 43 and 35-37 kDa
of soluble MHC I simultaneously, and sucrose could increase the release of 43 and 35-37 kDa of soluble MHC I simultaneously. No
35-37 kDa of soluble MHC I was found in exosomes, contrary to 43 kDa of soluble MHC 1. Conclusions: Both 35-37 kDa of soluble
MHC I and exosomes were released by fusing of multivesicular bodies with plasma membrane, but while being released, 35-37 kDa of
soluble MHC I was independent of exosomes, while 43 kDa of soluble MHC I was located in exosomes and released with exosomes.
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