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[Abstract] Objective To investigate the role of Tim-3 gene expression in acute graft-versus-host
disease (aGVHD) after allogeneic hematopoictic stem cell transplantation (allo- HSCT). Methods
Patients after allo-HSCT were retrospectively analyzed, this cohort of patients were divided into different
groups according to disease states (grade 0- I aGVHD group, grade II-1V aGVHD group, improved
aGVHD group) and time periods (+14—+30 d, +31-+60 d, +61-+100 d) to compare PBMC Tim-3 mRNA
expression and plasma IFN-y, IL-2 concentrations among them. Results RT-PCR showed that in grade 0—
I aGVHD group, Tim-3 mRNA expression in patients +31-+60 d (7.24+2.79) was significantly higher
than that in patients +14—+30 d (4.60+1.66) and +61—+100 d (3.86+1.36) (P <0.05). Tim-3 mRNA
expressions of grade II-1V aGVHD group in patients +14-+30 d, +31-+60 d, +61-+100 d were 9.54+
3.05, 10.14+3.28, 12.82+4.20, respectively, which in both +14-+30 d and +61-+100 d were significantly
higher than that of grade 0- I aGVHD and improved aGVHD groups (P<0.05). In patients +31-+60 d,
Tim-3 expression of grade II-1V aGVHD group was higher than improved aGVHD group (2.49+0.89),
while no statistical difference when compared with grade 0— [ aGVHD group (7.24+2.79). In grade [ -1V
aGVHD group, Tim- 3 mRNA expression manifested no statistical difference among grades or organ
involved (P>0.05). ELISA results showed that plasma IFN-y and IL-2 concentrations were higher in grade
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-1V aGVHD group than of other groups, while no significant difference existed between grade 0- |

aGVHD and improved aGVHD groups (P<0.05). Conclusion
process of aGVHD.
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GCAGGGCAGATAGGCATTCT-3', P & 75 bp;
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CAA-3', WK B 188 bp. 5IWA MR A TAEY) T
T (i) A A PR A 5 e SR R 1022 i
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IL-2 7K
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2L (P>0.05) (FI1A) . B2k aGVHD 41 (26 i)
A7 aGVHD £ (12 f41]) Tim-3 mRNA # X} 5€ 43
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0.757) (Bl 1B).
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(Galectin-9)FF 5 VE45 5, Al Tim-3 %00 1 T 48
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SRR AR VR RAE A B e e AR
A PRI IR e s LA KR B G e A5 T A5
FUFSE"

ST Tim-3 7F AcR T HI/E A, Renesto 281 % i,
B RS MG AcR F B PRI Tim-3 mRNA /KB 2 5

®1 BHE A ARFE B SR BE 3% (aGVHD) 212N L M2 AIAE Tim-3 mRNA Fik 7K (v )
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THIHEHER, KB allo-HSCT J5 0~ 1 [ aGVHD &
F+31~+60 d Tim-3 mRNA /K7 0] & FH 5, 454
Tim-3 #£ 51 J&] i 20 (%) 263K 1% &2 2012 4 Ndhlovu
A0 B Tim-3 J2& NK 4 s i pR s, 5] allo-
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B PBMC Tim-3 mRNA /K28 4k, 4550 @R, A [A]
JUH AR LY aGVHD 855 H Tim-3 mRNA A 2 i
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