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[Abstract] Objective  To analyze the characteristics of clinical manifestation, imaging. fiber-bronchoscope
finding and pulmonary function testing in the patients of relapsing polychodriti with respiratory symptoms. Methods
The clinical data of 33 patients with RP in West China Hospital of Sichuan University from May 2007 to May 2017
were analyzed retrospectively. The patients were divided into respiratory group (21 cases) and non-respiratory
group (12 cases) based on whether the respiratory symptoms were main involvement, and the data of the two
groups were statistically analyzed. Results =~ Among the 33 patients, the most vulnerable system was respiratory
system, accounting for 63. 6%. The other involvement areas were as follows: ears 48. 5%, joints 30. 3%, skin
15. 2%, noses and eyes 12. 1% respectively. The chief complaints in the respiratory group were cough, polypnea,
and fever. The major manifestations of the non-respiratory group were pain and swelling of ears and nose, joints.
CT showed that the wall of trachea and main bronchus were thickened, calcified, and narrowed in 13 cases (61.9%)
of the respiratory group. while 3 patients (25.0%) found thickened bronchus wall without bronchostenosis in non-
respiratory group . Bronchoscopy showed that 86. 7% (13/15) of the patients were found airway abnormal in the
respiratory group, and none of the patients in the non-respiratory group had. In the test of pulmonary function, the
respiratory group had lower one second forced expiratory volume (FEV1), [(FEV1/ forced vital capacity (FVC)]
and peak expiratory flow (PEF)., and all the differences were significant (P<C0.05). Conclusion CT, broncho-
scopy, and pulmonary function tests could provide early evidence to diagnosis of relapsing polychondritis, which is
lack of specificity of diagnosis, especially respiratory system symptom onset.
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Table 1 Laboratory index/ % ( case)

Respiratory group Non-respiratory

Index

(n=21) group (n=12)
ANCA positive 10.0 (2/20) 8.3 (1/12)
ANA positive 10.0 (2/20) 16.7 (2/12)
ESR increased 75.0 (15/20) 100.0 (12/12)
CRP increased 66.7 (12/18) 66.7 (6/9)

WBC increased 19.0 (4/21) 50.0 (6/12)

The actual number of check cases and the number of exceptions for the
index in brackets; ESR: Erythrocyte sedimentation rate, Normal<Z21 mm/h;
CRP: C reactive protein, Normal<Z5 mg/L; WBC: White blood cell, Normal
range (3. 5-9. 5) X 109 L= 1; ANCA: Antineutrophil cytoplasmic antibody;

ANA: Antinuclear antibody
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Fig 1 CT images of RP patients with respiratory tract involvement and unaffected

A, B and C were the CT images of the patients with respiratory tract involvement, showing the stenosis ( # ) of the cervical and thoracic
parts of trachea, the thickening and stenosis of the tracheal wall and the left and right main bronchus; D, E, and F pictures are normal airway

images
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Fig 2 Performance of bronchoscopy in RP patients with respiratory tract involvement

A, B and C showed swelling and thickening of trachea and bronchial mucosa at various levels, and trachea and cartilage rings were blurred
and disappeared; D showed that the cartilage ring disappeared, and the bronchial lumen was narrow with a large number of purulent secretions;

E and F showed the placement of bronchoscopy in patients with tracheal collapse
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Table 2 Comparison of pulmonary function results between the
respiratory group and the non-respiratory group
Index Respi{?ltiri')group I\;()rl(q;urss(r?lrit;;y
FVC/L 2.50+0.58 3.33+0.58
FEV1/L 1.0640.56* 2.25+0.66
(FEV1/FVO) /% 41.20+12.89* 74.42+8.57
PEF/(L/s) 1.4740.56* 6.32+2.38
MEF75/(L/s) 0.99+0.62 4.10+2. 34
MEF25/(L/s) 0.41+0.46 0.9940.59
MEF50/(L/s) 0.74+0. 60 2.26+1.21
(MEF75/25) /(L/s) 0.65+0.60 1.894+1.08
DLCO/CmL/(mmHg * min~1) J 17.8844.91 21.5346.86

FVC. Forced vital capacity; FEV1: Forced expiratory volume in on e
second; PEF: Peak expiratory flow; MEF75: Forced expiratory vital capacity
75% of the moment bit of gas flow; MEF25: Forced expiratory vital capacity
25% of the moment bit of gas flow; MEF50: Forced expiratory vital capacity
50% of the moment bit of gas flow; DLCO. Diffusion capacity for carbon

monoxide of the lung; % P<C0. 05, vs. non-respiratory group
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