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Inhibitory effect of mycophenolate mofetil on expression of TGF-f in pulmonary

fibroblasts and its application value
Wang Ying, Wan Yue, Tan Bing, Jiang Yong, Bai Yu, Wu Yongzhong ( Department of Radiology, Chongging Cancer Institute
Chongqing 400030, China)

[Abstract ] Objective To study the inhibitory effect of mycophenolate mofetil (MMF) on expression
of TGF-B in pulmonary fibroblasts ( WI26 cells) and its application value. Methods Pulmonary fibroblasts
were divided into control group, MMF group, TGF-B group, and MMF + TGF-B group, after routine culture.
Expression of TGF-B-induced COL1A1 was detected by reverse transcriptase-polymerase chain reaction
(RT-PCR). Expression of COLl proteins was detected by Western blot analysis and chloramphenicol acetyl
transferase assay, respectively. Difference in contractility of collagen fibers and migration of cells was observed
in collagen matrix contraction test and cell scratch test. Results The expression level of COL1A1 mRNA was
higher in MMF group than in control group 24 and 48 h after treatment with MMF (77.0% +2.9% vs 38.0%
£3.7% ), and was lower in MMF group than in control group 24 and 48 h after treatment with TGF-B and
MMF + TGF-B (134.0% +3.1% vs 189.0% +2.4% , and 95.0% £2.7% vs 71.0% +3.3% , P <0.05),
indicating that MMF can inhibit the expression of COLI A1 mRNA 48 h after treatment with TGF-B. The expres-
sion level of COL1A1 protein was 44.0% +1.9% , 145.0% +1.5% , and 79.0% +2.5% lower in MMF,
TGF-B, and MMF + TGF-B groups, respectively, than in control group, 48 h after treatment with TGF-§,
indicating that MMF can suppress the expression of COL1A1 protein. Collagen matrix contraction test and cell
scratch test showed that MMF can inhibit the growth of fibroblasts. Conclusion MMF can protect cells against
TGF-B-induced fibrosis.
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IERER . EE 3 R,
1.3 RT-PCR #@] TGF-B 4§48 % & B COLIAL #
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FaN A UL RNA, 519t B G L COLIATL 519
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TR D BERCAR o RTT 35 7 LA o e Wi I i 4R . A5 0,
1.5 REEM AR TE DL o
1.7 fm By I 52 B LA 4m R0 A5 AT AL

WSO B3 K ST MM, T 1 o s 4 B B T, 45 5 x 10°/L 42
FIFREFRIL, HRBE A BILT e 2 400 . S RO S =k
AR SRR E R — 2 LR, FH PBS e 136 7 40
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YT F R BE S WIE 4R 6 h ML Rl — B — 40
W, PR 12 h R el S 2 s 5 L e I RSP RESR
3 ;e
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2.1 Asaamhe, COL1AI mRNA % ik K- rbik

24 h J§ MMF %] COL1A1 mRNA ik TR XA
(77.0£2.9)% (P <0.05) ; TGF- £H COLIA1 mRNA ik
JaXt IR LH Y (134.0 £3.1)% (P <0.05) ; MMF + TGF-B 4
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COLIAImRNA ik TR A X BRI (95.0 £2.7) % .

48 h J§ MMF 4] COLIAl mRNA ik T [ b 5t BR 41
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0.05) ; MMF + TGF-B 4 Axf IMAAAY(92.0 +1.1) % ,,
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VTAEACAIFSE /5 40 I 2T 4 Ak 0 1o B 2 2 45 TR 1Y
A5 ZFh AN (E W A0AE | L 7 40 RN 21 4 RE 40 ) 4>
WA SR AE BN 40 A L - IR 2 4 Ak 4t i R 7 A2
i B i . B ATAN BESR AL difb e 2 1 125
LK USSR UL LN ey S G R/ A
MMEF 1 TGF-B AH EAE AL , [ B 40 M 27 2 Ak 1 T 1%
5 TGF-B T 05 514 54 5, MMF X240 i 1 4 {5
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