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The role of the airway remodeling in chronic obstructive pulmonary disease PGD2 regulate TGF-p1°

Liu Jianying ,Liu Daishun ,Liu Zhen feng

(Department of Respiratory,First People’s Hospital of Zunyi s Zunyi,Guizhou 563003, China)
Abstract: Objective To explore PGD2 biological characteristics in 1.-929 mice lung fibroblasts cell by Laropiprant is a specific in-
hibitor of PGD2 receptor regulation of TGF-81/Smads signaling pathway. Provide further basis research to explore the molecular
mechanisms of airway fibrosis. Methods The cells divided by Laropiprant concentration 0. 3 pmoL group, 1. 0 pmolL group, 3. 0
pmoL group,10. 0 pmol. group,30. 0 pmol and the control group. Each group were added TGF-82 (2.5 ng/mL) were cultured for
24 h after stimulation with the corresponding concentrations of Laropiprant 24 h, TGF-81 Smad; and Smad, expression were detected
by PCR and WB, respectively. A randomized approach, using different concentrations of Laropiprant acts on cells at different times
TGF-B1, Smad; and Smad, mRNA expression de-

creased with the addition of Laropiprant concentration increases, there was significant difference compared with the control group with

(12.24.,48.,72 h) by MTT assay for cell growth Laropiprant inhibition. Results

(P<C0.05). TGF-B1, Smad; and Smad, protein expression decreased with the addition of Laropiprant concentration increases, there
was significant difference compared with the control group with (P<C0. 05). Cell growth inhibition rate decreased with Laropiprant
concentration increasing and cell culture time growth, Laropiprant in concentration 1pml, reaction time was 24 to 36 h, the cell growth
inhibition was significantly improved. Conclusion PGD2-DP1 expression in 1.-929 mouse lung fibroblasts cell may be associated with
TGF-B1/Smads regulation. growth inhibition rate decreased with Laropiprant concentration increasing and cell culture time growth, re-
action time prolong, the cell growth inhibition was significantly improved.
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4.48 hdl.72 h 41, 4 BN A 1026 i 4 1 i DMEM & b %
F LA BRI 25 W (4% 4 Laropiprant ¥4% 0. 3.1.0.,3.0,10. 0,
30.0 pml HCBIEC D o [R] I 152 I 5 40 i % B4, & L A 100
pL B BRI 5 AL, B F 37 C.5% CO, 4
%7 24 hyo il A 5 mg/mL MTT 20 pL/fL (52 F+ PBS H1 i i
5 mg MTT. % 0.22 L JEBEUELT LLBR B AR ATE D K I | bt
HAR-A7E) .37 C.CO, RFMPULLIFE 4 h 5, A F 415 Uk
2, 755 FVE A R LR 100 /AL, TR
Vidw IR 5 min, 145 5 W) 5 40 VAR 10 T I BBk f 92 A 04X
TEWE A 490 nm L0 5E & FL R OGE CAXH . A5 & 1y A (B3t
SRR X 0 AR R R 38 . TR T 0 B 48 b 24 %) S IR AR
MR, MR ENITTE AKX R =[S AN AE
— UL A D /X BRALR A fH1X100%,

1.2.2 RT-PCR &M Kb B KWy L-929 40fd LA 5 < 10
A /mL R T 25 mL 53RN . 5P 24 h, ¢ Laropiprant 3
BB BERE A0 534 0.3 pmL 21,1, 0 pmoL 41 .3. 0 pmol 41,
10. 0 pmoL #H.30. 0 pmoL, % 24 43 Hl Jm A TGF-B2(2. 5 ng/
mL)

B4 ¥ %], PGD2: I i 5'-CGG AAT TCA TGG TCC
ACA GCA TTC CGC TG-3', Fiif 5'-CGG GAT CCC TAA
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