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LTX-315 (Oncopore™) consist of 5 lysine residues, three Trp residues and one a) Rats received either isolated spleen cells from cured rats (n=15), or T-cell-depleted (TCD)
diphenylalanine residue and is amidated at the C-terminus. spleen cells (n=3). Control animals received splenocytes from naive rats (n=5). One day after
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injection of spleen cells, animals were inoculated with rTMSCs s.c. b) Representative images
of tumor growth. €) Survival curves
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