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ABSTRACT Objective: To investigate the expression and clinical significance of miR-21 in the peripheral mononuclear cells of
connective tissue disease (CTD) patients complicated with interstitial lung disease(ILD). Methods: 202 patients with CTD in our hospital
from January 2015 to June 2018 were divided into the CTD-ILD group (n £ 58) and the CTD without ILD group (n £ 152). The clinical
data of CTD-ILD patients were summarized. The clinical manifestations and chest imaging findings of different CTD-ILD were
compared and analyzed. The peripheral blood mononuclear cells of the two groups were isolated and the expression of miR-21 in
peripheral blood mononuclear cells of each group was detected by real-time fluorescence quantitative PCR. The relationship between
miR-21 in CTD-ILD group and the clinical characteristics of the patients was analyzed. Results: there were a variety of imaging findings
of CTD-ILD: grid shadow was more common in patients with SSc, RA, PM/DM, honeycomb shadow was more common in patients with
SSe, and solid shadow was more common in patients with SLE, PM/DM. The expression of miR-21 in peripheral mononuclear cells of
ILD group was higher than that of control group, and negatively correlated with DLCO of lung function. Conclusion: The incidence
varies in different kinds of CTD-ILD. The clinical features and imaging of different types of CTD-ILD are distinct. MiR-21 may be
valuable in evaluating the severity of CTD-ILD, and can be used as a serum marker for the early diagnosis and severity assessment of
CTD-ILD.
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Table 1 Clinical characteristics of all kinds of CTD-ILD

Parameters PM/DM SSc RA pSS SLE P value
CTD-ILD
18/34 (52.9%) 28/42 (66.7%) 5/50 (10.0%) 5/30(16.7%) 2/46 (4.3%) <0.01
occurrence rate
Age 49.8+ 12.1 46.7+ 12.4 56.1+ 14.6 59.8+ 10.3 39.2+ 137
Gender (female) 61.3% 69.1% 66.7% 88.3% 91.2%
Fever 90.1% 56.0% 22.8% 20.7% 63.2%
Arthritis 49.6% 55.3% 100% 53.5% 67.7% <<0.01
Raynaud's
21.1% 89.3% 3.0% 17.1% 35.5% <0.01
phenomenon
Respiratory
80.0% 71.4% 61.8% 54.8% 81.8%
symptom
% 2 &% CTD-ILD RyAtEE HRCT {5 (%)
Table 2 Lung HRCT Magnetic resonance imagings of CTD-ILD
Frosted glass Grid Consolidation . .
CTD-ILD Honeycomb shadow Fiber strip shadow  Nodular shadow
shadow shadow shadow
DM/PM 36.6 38.5 22 48.9 31.2 21.8
SSc 34.1 51.3 339 27.6 31.1 13.2
RA 22.8 44.1 34.6 45.2 32.8 11.7
pSS 25.1 224 18.7 42.0 36.6 225
SLE 22.1 7.8 52 78.9 41.7 13.6
P value <0.01 <0.01 <0.01
% 3 CTD-ILD A#n3$H348 PBMC H miR-21 fyFRi%
Table 3 miR-21 expression in CTD-ILD and control groups
PBMC n 2-n Ct P value
CTD-ILD group 58 1.01+ 0.22 <0.01
Control group 152 0.45% 0.31

=3

=1l

CTD-ILD s R TR, DA il 8 AP A TR T SR, LA
HHG .
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