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Effects of Dipeptidyl Peptidase-4 on the Hematopoiesis and Transplantation
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ABSTRACT: Dipeptidyl peptidase-4 (DPP-4) is a protease that cleaves the peptides with alanine, pra-
line, or other selective amino acids at the N-terminal penultimate position. The substrates of DPP-4 include many
chemokines, colony-stimulating factors, and interleukins. Recent research has shown that DPP-4 can affect the
hematopoietic stem and progenitor cells and transplantation by truncating the granulocyte colony stimulating fac-
tor. However, its regulatory effect on DPP-4 and most peptides truncation are still unknown. This review summa-
rizes the recent advances in the DPP-4 research.
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DPP-4 2 1966 4E Hopsu-Havu 25" 75 B JIF 4141
SR R R — S B AR B S 110 000,
SR FIRE MR T —F, S TAM R, =
A 766 NEIERR, H = 4R SRS TE 2003 4E ) Lam-
beir 4F* B ITUES: . DPP J2 22 2 R A 11 W M) — 4
WHE, FEALLE DPP-4 | LT 4E T & M- (fibro-
blast activation protein-oc, FAP-o) ., DPP-8 Fi DPP-9,
HAERDRA A Rk —20 R B, DPP-4 43y PifhIE 2 :
— PP R M R 1 F2 3k CD26; % —F Ry AT VA A,
S/ 2 PN PR RS R ES AR B, PP DPP-4 X B i
fTE. DPP-4 B35 PEARJr & Asp—His—Ser 7B, H
WP R, A WAL 2 S5, L2
ZEF Y N ¥ o Xaa-Pro-uf Xaa-Ala-ff) £ Jik &5 2 DPP-4
RAEHEN EE Ry .

AV ME DPP-4 fE7E T I/ . Wi BE . ¢
TWFIRTC T, B B EE5 F Y DPP-4 NI 7E 2 il 2H 21
FRT PN B P 1 0 J v 3R 3k, R S RE A0 M L K I
O JERE. B, ML B NE. ASIARSE . it
4, DPP-4 R TEfRG T4l . HSC, HPC DLk HAh %
S 20 i ek

DPP-4 g

HET=EREAT IR 57T (sitagliptin) | 4ERE 57T
(vildagliptin ) , ¥0 4% %1 VT ( saxagliptin ) . B #% 1) T
(alogliptin ) . F #% %1 VT ( linagliptin ) . 35 4% 51| 7T
(gemigliptin) 4551 7T (teneligliptin) 7 Ff DPP-4
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