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Pleiotropismo del substrati di DPP-4
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Effettl sistemici

Modulazione delle cellule staminali midollari
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DPP-4 e cellule staminali

"D
. 0%

Xf’ 2 ‘ 0\0

[y 2t

Y. 0o

SDF-1q(1-68) ) (6\\6 @6\6

00\6 ‘,@\‘\6
\\Z °

A major regulator of

stem cell egress OV o\
from the bone $ P\ (\Q\(\
e
marrov;bO
S \
5\\@

e?
Q‘ éeksgllptm

Q \\\ QG‘ Vlldagllptm
0\6 Increase
stem/progenitor cells

Ussher & Drucker, Endocr Rev 2012



Cellule staminali circolanti
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Sitagliptin & EPCs
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Linagliptin & EPCs
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Vildagliptin & EPCs
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Saxagliptin & EPCs

EPCs stimulated ex vivo with saxagliptin increased their angiogenic potential in vivo \
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DPP-41 e mielopoiesi
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DPP-41 e mielopoiesi
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Diabete tipo 2 e rischio di fratture
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DPP-41 e rischio di fratture
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DPP-41 e biologia dell’osso
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Induzione di tolleranza intra-pancreatica?
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Induzione di tolleranza al graft ?
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Inflammazione cutanea ?
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Sorveglianza immunologica ?
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DPP-41 e infezioni ?
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