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Clinical characteristics, infectious complications and prognosis of patients
with eosinophilic granulomatosis with polyangiitis

DENG Tian-ci', YANG Ying-qiang', ZHONG Yong', ZHOU Ya-ou®>, MENG Ting', TANG
Rong', XIAO Xiang-cheng', ZHOU Qiao-ling', XIAO Ping' (1. Department of Nephrology ;
2. Department o f Rheumatology and Immunology . Xiangya Hospital , Central South Universi-
ty, Changsha 410008, China)

[Abstract] Objective To analyze the clinical characteristics, infectious complications and prognosis of patients
with eosinophilic granulomatosis with polyangiitis (EGPA). Methods Basic data, clinicopathological data, labora-
tory examination, as well as treatment and prognosis of newly diagnosed EGPA patients in Xiangya Hospital of Cen-
tral South University from January 2010 to April 2019 were retrospectively analyzed. According to positive and neg-
ative antineutrophil cytoplasmic antibody (ANCA) ., well as infection occurrence during treatment process, patients
were divided into infection group and non-infection group. differences between two groups were compared. EGPA
patients were followed up to evaluate the treatment response and survival status. Results Among 25 patients, 12

cases (48.0%) had allergic rhinitis and asthma, 15(60.0%) had fever and/or muscle pain, 17 (68.0%) had nerv-
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ous system involvement, and 17 (68.0%) had renal involvement. ANCA was positive in 8 patients (32.0%) ,inci-

dence of fever and muscle pain in ANCA positive group was higher, but there was no significant difference between

two groups (P>>0.05). 15 patients had infection, among which 11 cases were lung involvement. Pathogens were

isolated from sputum culture of 5 patients with pulmonary infection, predominantly were bacteria. Compared with

patients in non-infection group. patients in infection group had higher levels of serum globulin when EGPA was

diagnosed(P<C0. 05). One EGPA patients didn’t receive immunosuppressive therapy, 1 received simple immuno-

suppressive therapy, 7 received simple glucocorticoid therapy, and 16 (64%) received glucocorticoid combined

immunosuppressive therapy, 3 of whom received plasma exchange and 1 received gamma-globulin therapy. During

the follow-up, 10 cases were lost to follow-up, the median follow-up time of the other 15 cases was 35 (9 = 70.5)

months, all of them survived up to the last follow-up, 6 cases (24. 0%) still had asthma symptom, and 12 cases

(48.0%) still needed oral glucocorticoid therapy. Conclusion

Clinical manifestations of EGPA are complex and

diverse, involving multiple organs and systems of the whole body, incidence of infection is high during the treatment

process, the most common lesion site is lung, bacteria is the main pathogen.

[Key words |

eosinophilic granulomatosis with polyangiitis (EGPA); anti-neutrophil cytoplasmic antibody ( AN-

CA); clinicopathological characteristic; prognosis; infection

WEBR M A 2 it 22 1ML 4 R (eosinophilic granu-
lomatosis with polyangiitis, EGPA) J&— Fp 4 J& 1f1
S 2H 2 e Ve TR PR A i 1 22 1) 3R e RN U Y R S
PEIRFENE RAE 5 N 28 I 1 2 1% & (granuloma-
tosis with polyangiitis, GPA) | I %% T £ ML & &
(microscopic polyangiitis, MPA) — [a] g 13 2% 4 Pt
PR 40 It it 5 P 4 (anti-neutrophil cytoplasmic
antibody, ANCA)#H 3¢ 1L /% %6 (ANCA-associated
vasculitis, AAV), T 1951 4E fy Churg #il Strauss
eI e 1994 418 Chapel Hill 223 E#IERX
w4 Ry AR S PR ZE b A T AR 2012 AR
Chapel Hill 223 I X % ¥ 4 Jy EGPA™ . EGPA
e — Rl E B G B TR R /D W i R R A
AR L H LA i | I TR 1 L A1 T 4 22 E L RSB M
AN A 2 i A0 4 B P L R S5 Ol R R R
JE WA T R R e 2 A AR E . IR B
Tl R ot I8l 2 A0 G 0 ol 3R A T R A R RIR Y
7% W B H i T N R BF A i — B E S .
EGPA B i KR B 5 5 2 5 B . 8 2wk iz &
Wiz, Hoe o ge & Al Bs A, 2 G P . K
WF X v R R 27 IR B Be id A B EGPA B 1)
G R R EA T [T B 43 7 5 L S5 5 5 G I R o BHL R
TIE s PEAL P f5 M B i L

1 M&E575%
(PR R S CN U R LN NS SR ey

2010 4 1 H—2019 4£ 4 A WG Behis EGPA &
FIG IR TR, JEA 25 BB E RS 1990 435 [H X

W 2 2x CSS W bR S+ (1) B Wiy 5 (2) g 1R 1 b
A 2 (=100 B4R E=1.5 X107 /L) (3) H
RN RGN A 5 (4) JE [ MR s (5) 5
R (O MG AR, L6 XA
4 LAzl CSS,

1.2 Fk

12,1 RARE WUEITA B F R .
I BARIZ ] G PR R A BE 5 1 K S 5w A g
BERE I B0 PR H B LB 37 B R IR T T
e ANCA R & iR e & wMEA .24 h JREA
JE D) R A RO R Bl CT L LA [ L0 i R
S5 E R R R YT R TR

1.2.2 miEEAE RAA U8 04 RIS S 4
(BVAS 047 92 95 16 sh VR Ak, 1 5 7 97 43
(FFOM P HiE . (D B i % R ()0 E%Z B
(3) ML ALEF=>150 pmol/L; () 4F#=>65 2 5 (5) H- &
Mok =2 R RAEA RN AR fE (CTCAE)
400 RS AR I PR E IR AR AIE L 52 58 2= ORI i A ) oF
A Bl A 2 25 G P PP A IR A O

1.3 it 354 W SPSS 23. 0 8 E 47 50
SOH . AF G IES S A TR ORER TS 8L £ bR 2
FOR R KB HEAT G AT A B 1Y
FORERFH M(Qy Q) R » R F AR S BURK RS 50 i
T IR BHLBCR A 2 R os R R
K45 (Fisher i UIE 2300 647 4% . P<<0. 05 22
SHAGIER L,

2 #FR

2.1 RARTOH 25 IEE R 18 Bk 7



o Y ) 2 A 2020 42 11 A58 19 %5 11 ] Chin J Infect Control Vol 19 No 11 Nov 2020 « 953 -

Wiz I AR R (53,6  14. ) % . MER EH2
A B R 12(2. 5,27, 7)) A A B KA 3k
1324 H.

2.2 R &I  EGPA B H 42 B AEF 5 IR &
AR (84, 0%0) LUK VAN () WLIAIR b . 21
(84. 0V BE BT RGEZ R H Pl B A RE
Uy B 100 58 ST I R ML 8 9] B A A s
RO B 4% 5 A i 9 Bl o 52 R B S 10 ]
BN O 517 4] (68. 0%0) M E B RS Z R, Hh
U HEAIR 14 B, MR 8 B, B aE A 4 4 4,
17 i1 (68. 0% BHEM ARG Z R, LLAMNE B 455 A2
R A H R BARBRA ;9 1] (36. 0%0) B & Bz k3%
BLUKE R RN EERI, 7 H(28.0%)
BFONESZ R P 3 4 B0 A AR 1 3R
HER . 46, 0%) BEALEZ B RN
Bt oL P R R R i PE T . ANCA B M4 5 B P4
EGPA BHMIGIREZI L. Z R B LRI E X
(¥ P>0.05), W1,

&1 ANCA fItES ANCA Bt EGPA & & i iln IR 22 30
L% ]
Table 1 Clinical manifestations of ANCA-positive and ANCA-
negative EGPA patients(No. of cases[ % ])

2.3 BFEIL 25 fil EGPA BFEA 15 ] & A ik
Yo LU 2 R o W L A D L B ANE A Aty
WA TR LR | A 00 R A R A I I R B O R
RME 2R IR BT AR O A AR A A AR A6 A7 3R A Rk g
100 . 5 191 i 7 Je G A0 08 B IR 4G o D AL Horp
2 18] g {2 22 1 B TR RS L oAy 3 1 43 Sl O il 4% e T
AT R 35 A B S 4 o 60 A R R g . 5 R Uk
U2l 83 A0 L R R E 12 EGPA B I 3% B3R 2R
KPR 22 A it 5 L (P<<0. 05) s R4 A
B H A R R LA 25 SR RS L (Y P
>0.05), W32,

F 2 RYA S ARIEGA EGPA B3 G KB RHL
Table 2 Comparison of clinical data of EGPA patients

between infection group and non-infection group

ANCA T2 ANCA B4 it

L (n=8) (n=17) (n=25)

— BT IR 8(100. 0) 13(76.5) 21(84.0)
JilIRE] 4(50.0) 6(35.3) 10(40. 0)
KNI 1(12.5) 4(23.5) 5(20.0)
R 5(62.5) 5(29. 4) 10(40.0)
R TR 2(25.0) 5(29. 4) 7(28.0)
I I 25 5t i 22 7(87.5) 14(82. 4) 21(84.0)
I Ty 2(25.0) 7(41.2) 9(36. 0)
AR/ BER 3(37.5) 7(41.2) 10(40. 0)

I % ] 3(37.5) 8(47.1) 11(44.0)
e Js AR/ i 56 3(37.5) 5(29. 4) 8(32.0)
ifi % 2 5(62.5) 11(64.7) 16(64. 0)
B R GE 7(87.5) 10(58. 8) 17(68. 0)
HE R 6(75.0) 8(47. 1) 14(56. 0)
1fit JR 5(62.5) 3(17.6) 8(32.0)

1 LR I+ 2(25.0) 2(11. 8) 4(16.0)
B2 IR A2 1(12.5) 8(47.1) 9(36. 0)
O L8 R G A 2(25.0) 5(29. 4) 7(28.0)
TH b 2R 580 A2 1(12.5) 3(17.6) 4(16. 0)
2 RGR AR 6(75.0) 11(64.7) 17(68. 0)

Ik PR e TR (n=15) RIBPH (n=10) AHitn=25)
(%) 54,20+ 12,24 52.80£17.07  53.64114.04
FBAELH )] 11(73.33) 7(70.00) 18(72.00)
RO ] 2(13.33) 2(20.00) 4(16.00)
it 5% LB ] 11(73.33) 5(50. 00) 16(64.00)
213 [ (g/dD 111.27 £23.50  123.30£20.73  116.08£22.79
FL4 (X 10° /L) 12.23%6.79 10.73£3.23 11.63 £5. 60
PRI (X 107 /1) 7.60 7.05 7.20

(4.50~9.20) (4.98~9.05)  (4.50~9.05)
&M (g/L) 28.40 33.10 31.50
(25.90~33.90)  (30.23~35.33) (27.25~34.50)
HEM (/L) 32.51+5.28 29.56+10.48  31.33+7.72
1 %t (mmol/h) 65. 00 * 40, 67 43.90£35.17  56.56 39, 24
L3 HURF (ol /1) 97.00 83.00 84.60
(70.00~133.70) (77.80~100.65) (72.30~118.00)
JR % (pmol/L) 5.99 5.29 5.78
(3.84~8.81) (3.64~7.60)  (3.83~8.52)
JR R (prmol /L) 311.71£150.09 252,68 £57.50 288,10+ 123,49

BVAS 10.47£6.33 10.10£5.53 10.32£5.91

4 : BVAS 2y Birmingham [l % 4 1§ sl 7743 .

2.4 BEFH

2.4.1 ZHEHRE 8 HI(32.0%) B H ANCA
.5 il 5 2R B ANCA (p-ANCA) (i % L ¥
fiti (myeloperoxidase, MPO)-ANCA #J[H ¥ ,2 #i] &
F ML % B ANCA (-ANCA) Fl 22 % 12 & 11 -3
(proteinase-3, PR3)-ANCA ¥JFHM:, 1 ] B & L p-
ANCA B, 4 B85 BUAZBUAR B 15 (] (8 55 v
TR 1A L 200 L L 4910 0 v o 15 9] A 3 ep PR R A0 i O 260
BT 18 i ESR HEHR .19 B CRP K,
15 ] 858 40 M 3 oot . 5 R E TeG T



e 954 A = R YL P il 24 7 2020 4E 11 A5 19 %5 11 ] Chin J Infect Control Vol 19 No 11 Nov 2020

20 Bl B E I E A REAR 4 Bl TgE Thi.

2,42 HEghERRELE 11 HIEETIRE
KA 10 1R I, H LA DY B ] B b 22 4 o 32
ZRUT B 2 AL . 4 ] 8 AT il 2 BE A A L R
1l 1 0 BEL 2 P U RE R AR A5 1 )L SRV T R
B BHAE 2 B SRR ORI B 1 . 25 iR
A 15 BT S RS A 1 3 A B AL A 4 9]
2 A TRAE I ARG g B UL 3 BEOR PR T SR
E NN S NE N RTINS SN N = T
S, 18 il B B O I A A v TR MR AR N IR T
1B 58 o 1 A PR 25 IR B A o R TR R
240 6 952 10 5 9 L 2 R W TR R AR R 5 O P 2
a1 6.

F 3 15 ] EGPA 835 41 4U% M2 R A 245 3 ()
Table 3 Histopathological examination results of 15 EGPA

patients(No. of specimens)

R4 25 %] EGPA B3 W BUS IO SR y7 # 0

Table 4 Prognosis and treatment outcome of 25 EGPA
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