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[Abstract] Objective  To explore the function of NLRP1 in noninfectious pulmonary injury
(nonlP1) after allogeneic stem cell transplantation (allo-HSCT). Methods In this study, we established
the model of allo-HSCT with C57BL/6 and NLRP™ mouse as recipients. Chimera rate was measured by
flow cytometry. The HE staining was used to observe the pathology changes in the lungs. NLRP1 and
relevant inflammatory proteins were measured by Western Blot. Results On the day 14 after allo-HSCT,
the chimera rate was more than 96%, HSCs of donors had been successfully transplanted into recipients.
HE staining showed that nonlPI occurred after allo-HSCT. The degrees of injuries reached the peak on day
21. In addition, the expressions of MPO, NLRP1, p20, Mature-IL-13 and Mature-IL-18 had same tends
with the degrees of nonlIPl. When we knocked out NLRP1 gene of recipients, the degrees of nonlPI reduced
and the expressions of MPO, p20, Mature-IL-1f and Mature-1L-18 were less than in non-knockout group.
Conclusion allo-HSCT could cause nonlPl and high expressions of MPO, p20, IL-1p, IL-18, NLRP1.
Knocking out NLRP1 gene could alleviate the degrees of nonlPI and reduce the expressions of relevant
inflammatory proteins, indicating that NLRP1 might be one of factors contributed to nonlIPl after allo-
HSCT.
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R1 S AR LA R BRI R 5 R (%, xts)
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