Treatment of a patient with severe CMV infection after haploidentical
stem cell transplantation with donor derived CMV specific T cells
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(allo-HSCT) [1]. and IFNy secreting cells were isolated by the IFNy
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immunity is essential in controlling CMV infections [2].
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We here report the treatment of a patient with multidrug

Fig. 3. Schematic overviéW of the production process for the isolation of
CMVppé5 specificT cells by the IFNy Capture technology.
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) Fig. 5. PBMC of the patient collected gn expansion of CMVpp65
by the T cells. We observed a robust population of CMV 2, 4 and 6 weeks after adoptive specific CD4+ T cells and
specific CD4* T cells, while virtually no CMV specific RnSICT SISt Ut SOOI IORIS o

. . with CMVpp65 Peptivator and as a surpr|s|ng[y of CD8+ T
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. flowcytometry. The percentage of accompanled by d
The frequence of CMVppé5 specific T cells was IFNy+ T cells obtained after significant reduction of
considered adequate to obtain a sufficient number of stimulation with CMVppé5 Peptivator CMV DNA copies in
were corrected for background
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