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the cell group the expression of TGF81 «-SMA and Smad2/3 protein increased gradually with gefitinib group
and olfinic acid + gefitinib group and the time was significantly higher. In the blank group the expression of
Smad7 protein gradually decreased and the time points were significantly lower than the blank group. The differ—
ence was statistically significant ( P <0.01) . The expressions of TGF81 «a-SMA and Smad2 /3 in the oleic acid +
gefitinib group were significantly lower than those in the gefitinib group but still higher than the blank group. The
expression of Smad7 protein was significantly higher than that in the gefitinib group. The fentanyl group was still
lower than the blank group and the difference was statistically significant ( P <0.01) . In the animal group the
bleomycin group gefitinib + bleomycin group gefitinib + bleomycin + oleic acid group were prolonged with time
TGF1 «-SMA and Smad2 The expression of Smad2/3 protein was gradually increased and the expression of
Smad7 protein was gradually decreased at each time point and the expression of Smad7 protein was gradually lower
than that of the blank group. The difference was statistically significant ( P <0.01) . The expressions of TGF{31
o-SMA and Smad2/3 protein in gefitinib + bleomycin + oleic acid group were significantly lower than those in ge—
fitinib + bleomycin group but still higher than that in blank group the expression of Smad7 protein was significant—
ly higher than that of gefitinib + bleomycin group but it was still lower than the blank group and the difference was
statistically significant ( P <0.01) . Conclusion  Oribolic acid inhibits gefitinib-induced pulmonary fibrosis by
regulating the expression of TGF81 «-SMA and Smad2/3 Smad7 proteins.
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Effects of lactoferrin on the production of MMPs COX-=2 and

PGE2 in human osteoarthritis synovial fibroblasts induced by IL- 3
Cui Guanjun' Cheng Chao’ Shan Wenshan' et al
('Dept of Joint Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Orthopaedics The Fourth Affiliated Hospital of Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effects of lactoferrin( LF) on interleukind B( IL- B) <induced osteoarthri—
tis( OA) synovial fibroblast matrix metalloproteinases( MMPs) and cyclooxygenase2( COX2) prostaglandin E2
( PGE2) . Methods Human OA synovial fibroblasts were isolated and cultured and cells of 3 to 4 passages were
used for experiments and cell immunofluorescence technique was used to identify the cell properties. CCK8 method
was used to detect different concentrations of lactoferrin on OA synovial fibroblasts. The effects of lactoferrin on the
expression of MMPs and COX-2 in human OA synovial fibroblasts induced by IL4B were detected by real-time
quantitative PCR( RT-PCR) and Western blot. The effect of PGE2 expression was measured by ELISA. Results
The results of CCK8 showed that LF had no significant effect on synovial fibroblast activity within a certain concen—
tration range and the difference was not statistically significant. The results of RTPCR Western blot and ELISA
indicated that LF inhibited the production of MMPs COX-2 and PGE2 in human OA synovial fibroblasts induced
by IL4B. Conclusion LF can inhibit IL4B-induced human OA synovial fiber formation. The expression of
MMPs COX=2 and PGE2 in cells has a protective effect on OA.
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