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Abstract: Objective To investigate the clinical efficacy of ciclosporin combined with prednisone in treatment of idiopathic
pulmonary fibrosis. Methods A total of 62 patients with idiopathic pulmonary fibrosis treated in the Kashi Second People's Hospital
from January 2017 to January 2018 were selected as the research objects, and the patients were divided into control group (n=31
cases) and observation group (n=31 cases) according to the random number table method. Patients in the control group were po
administered with Prednisolone Acetate Tablets at a dose of 15 mg/d for two consecutive months, and then reduced to 5 — 10 mg/d
for three consecutive months. Patients in the observation group were iv administered with Ciclosporin Injection on the basis of
control group, 2.5 mg was diluted with 5% glucose solution, once daily, lasting for two weeks. Then the oral maintenance dose was 5 g/d,
and the treatment lasted for three months. Patients in two groups were treated for three months. The clinical efficacy in two groups
was observed, and the levels of lung function, immune function, inflammatory factors, cyclic citrinine polypeptide (CCP) and C-

reactive protein (CRP) between two groups before and after treatment were compared. Results After treatment, the effective rate in
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the observation group and control group was 96.77% and 80.65%, with statistically significant difference between two groups (P <
0.05). After treatment, the levels of FVC, FEV, and FEV /FVC in two groups were significantly increased, and the difference before
and after treatment in the same group was statistically significant (P < 0.05). The levels of FVC, FEV, and FEV /FVC in the
observation group were significantly higher than those in the control group (P < 0.05). After treatment, the levels of CD4" and CD3"
in two groups were significantly increased, and the difference before and after treatment in the same group was statistically
significant (P < 0.05). The levels of CD4" and CD3" in the observation group were significantly higher than those in the control
group (P < 0.05). After treatment, the levels of IL-1B, TNF-a, CCP, and CRP in two groups were significantly decreased, and the
difference before and after treatment in the same group was statistically significant (P < 0.05). The levels of IL-1B, TNF-a, CCP, and
CRP in the observation group were significantly lower than those in the control group (P < 0.05). Conclusion Ciclosporin combined
with prednisone has a good therapeutic effect on idiopathic pulmonary fibrosis, can improve the immune function and inflammatory
indicators of patients, and reduce the CCP and CRP levels in patients, which is worthy of clinical promotion.
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Table 1 Comparison of treatment efficiency between two groups

2H 53 n/fgl 2/ A 21 e R/ AR Y%
o e 31 15 10 6 80.65
W %% 31 20 10 1 96.77"
LA L " P<<0.05
“P < 0.05 vs control group
F2 WAMMIBEIRIRTLE (v2s)
Table 2 Comparison of lung function indicators between two groups (x+s)
FEV,/L FVC/L FEV,/FVC/%
) n/fl A " . o R "
YR TT I RIT A YR IT I RIT R TBIT I BTG
pagics 31 1.56+0.29 1.72+0.44" 2.63+0.43 2.94+0.64" 51.98+5.63 59.86+2.55"
M5 31 1.5940.32 1.99+0.35" 2.62+0.55 3.294+0.71" 52.63+5.12 63.98+6.51"

5 FAEITHT A" P<0.05 s 5 X B4R T )G HUA - *P<<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 3 Comparison of immune function indicators between two groups (x+s)
CD3"/% CD4'/%
#4151 /b — — — —
YRIT HI BIT G YRIT HI BIT G
payict 31 53.19+£5.43 59.86+4.63" 29.65+2.99 32.65+2.56
PUIE =3 31 53.26+5.12 62.98+5.65™ 30.56+3.21 35.98+5.65™

SRR 7T L T P<<0.05 5 5 X IR ALVA T A i " P<<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 4 Comparison of inflammatory factors between two groups (x=s)

TNF-a/(ng'L ") IL-1B/(ng-L "

A n/fl

Al {GHIRE] T {GHRE]
Xt g 31 22.51+4.26 17.98+3.26" 18.68+5.62 13.65+3.65°
M5 31 22.95+4.36 15.03£2.11" 18.96+5.16 10.16+3.26"

SRR 7T LR T P<0.05 5 5 X IR ALVA T A B " P<<0.05

P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment

£S5 WHCCPFICRPKEIFLE (x+s)
Table 5 Comparison of CCP and CRP levels between two groups (x=s)

o CCP/(RU-mL™ CRP/(mg'L™"
i) n/l P ” o o
MERER[! BTG MERER[! BTG
papiist 31 43.06+4.16 31.65+2.98" 50.49+4.16 34.16+2.65
Pk 31 43.26+3.36 20.63+2.65™ 51.26+£3.65 20.16+3.65™

SRR " P<0.05; 5 X RALVA YT )5 Hh - #P<<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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