5 KR 559 B2 5

2020, 40(6) http://Icbl. )
1618 J Clin Pathol Res (6) htp://lcbl amegroups.com

doi: 10.3978/j.issn.2095-6959.2020.06.047
View this article at: http://dx.doi.org/10.3978/j.issn.2095-6959.2020.06.047

R MERTSENT 1 G EE S
ek, EHE, RF, EEAS, R, g
(I SRR 2 B B s e 1. DRI 5 fE T A E 2R s 2. AL, TEIH 110004)

[ E] PR 2 i 2 1L 4R (granulomatosis with polyangiitis, GPA)J&—Ff RGuPE A F g, (L
B Z R, FERGE | MR B R R UL . i R GPABOA e — R UL, (R s ARk, Bk
2 B GPAJR I BEARIE , GPARJIZIA AN 2 o A SCHGE 1B XU 22 R 45735 | 23 A AT S0V I
AR GPAJE B Je 52 I MG STHR, Ay BRI PR B 2 W PR IS B M (. MR R A R BT A
SR RES R L B DI RHURRESCR AMERI T OUT , 7 T R GPATT fEYE

[KR]  pUh PR AR SR MR 8 I PEZ AT 4 IE MR

Bronchial changes in granulomatosis with polyangiitis: A
case report and literature review

XU Jiahuan', WANG Xinnian', HUANG Xin', HUO Yunlong’, ZHAO Li', XU Xiaoman'

(1. Department of Pulmonary and Critical Care Medicine; 2. Department of Pathology, Shengjing Hospital of China Medical University,
Shenyang 110004, China)

Abstract Granulomatosis with polyangiitis (GPA) is a systemic autoimmune disease, involving any organ, respiratory tract,
lung and kidney. In the past, GPA was considered a rare disease, but in recent years, more and more cases of GPA
have been reported, the diagnosis and treatment of GPA cannot be ignored. This paper reports a case of GPA
with multiple pulmonary nodules, voids and enlargement of bronchovascular bundles and reviews the relevant
literature. It is hoped that this study can provide reference for the diagnosis of clinical diseases. When imaging
manifestations of bronchial wall thickening, stenosis, and poor anti-infective effect, attention should be paid to the
possibility of GPA.
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Figure 1 Multiple nodules in both lungs, some with cavities (before treatment)
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Figure 2 Enlarged bronchovascular bundle without significant bronchiectasis (before treatment)
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Figure 4 Multiple nodules in both lungs, some with cavities (after treatment)
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Figure § Enlarged bronchovascular bundle without significant bronchiectasis (after treatment)
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Figure 6 “Granulomatous polyangitis” confirmed by pathology, with extensive bronchostenosis (arrow) and multiple pulmonary

nodules with cavities
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Figure 7 “Microscopic polyangitis” confirmed by pathology, with

enlarged bronchovascular bundle without significant bronchiectasis
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