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Analysis of clinical characteristics in MPO-AVYV patients and prognostic
risk factors for Patients with lung involvement

KONG Xiu-fang, JI Zong-fei, YAN Yan, CHEN Hui-yong, MA Li-li, ZHANG Zhuo-jun, JIANG Lin-di-
(Department of Rheumatology , Zhongshan Hospital s Fudan University , Shanghai 200032, China)

[Abstract] Objective  To analyze the clinical characteristics of myeloperoxidase anti-neutrophil
cytoplasmic antibody-associated vasculitis (MPO-AAV) patients and explore risk factors for respiratory
failure,lung infection and death respectively in patients with lung involvement. = Methods Patients
admitted in Zhongshan hospital, Fudan University from Feb. ,2005 to Dec. ,2013 were enrolled in this
study and followed up to 31", Aug of 2014 or death. Clinical materials were collected in their

first time and during their follow-up period. A multiple Logistic regression analysis was used to
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analyze risk factors for different outcomes. Results Ninety-eight patients were recruited in this
study, who was classified as early systemic (n = 27), generalized (n=50), severe (n = 28) and
refractory disease (n = 7). In patients with lung involvement, initial manifestations were cough and
chest distress with inflammatory exudation (72 =36) and interstitial changes (72 =35) as mainly features
in high

inflammatory cells infiltration can be seen in local lung tissues by lung biopsy in 8 patients. Patients

resolution computed tomography ( HRCT ). Destroyed alveolar septum and chronic

were treated with glucocorticoids (n = 92) , immunosuppressive agents (n = 79), IVIG (n=19) and
immunoadsorption therapy (7 = 5). Seventy-one patients were improved, while 17 patients relapsed
after treatment. Respiratory failure occurred in 16 patients,lung infection 35 occured in patients, and 9
patients were death during follow-up period. The multiple Logistic regression showed that risk factors
for acute respiratory failure included pulmonary infection, interstitial lung disease, Ser =500 pmol/L
and ALB<C30 g/L. Age at onset —>65 years and acute respiratory failure were risk factors for death in
patients with lung involvement, while acute respiratory failure was a potential risk factor for pulmonary
infection.  Conclusions Patients with MPO-AAV always have lung involved with other systems
involvement such as urinary system and hematologic system. Pulmonary infection was a primary

induction factor for acute respiratory failure in MPO-AAYV patients with lung involvement. Respiratory

failure may increase mortality risk in patients more than 65 years old.

[Key words] myeloperoxidase anti-neutrophil cytoplasmic antibody-associated vasculitis;

failure; pulmonary infection; death;
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Tab 1 Patients’ characteristics
Clinical manifestation n (%) Results n (%)
Systemic symptoms Age of onset (=65 y) 40 (40.82)
Fever 50 (51.02) Disease duration (=6 mo) 22 (22.45)
Hypertension 28 (28.57) Lab tests
Weakness 20 (20.41D) ALB (< 30 g/L) 38 (38.78)
Arthralgia 18 (18.37) GLB (< 30 g/L) 32 (32.65)
Weight loss 15 (15.31) FBG (=6 mmol/L) 22 (22.45)
Rash 14 (14.29) Ser (=500 [1m()l/L) 26 (26.53)
Sore muscles 11 (11.22) Urine protein (=1.5 g/24 h) 35 (35.71)
Urinary symptoms MPO (=200 RU/L) 54 (55.10)
Edema of lower extremity 37 (37.76) CRP (=80 mg/L) 44 (44.90)
Foamy urine 31 (31.63) ESR (=80 mg/L) 50 (51.02)
Oliguria 21 (21.43) HGB (<< 90 g/L) 46 (46.94)
Haematuria 16 (16.33) WBC (>5.5%10%/L) 85 (86.73)
Increased nocturia 7 (7.14) PLT (>300x10°/L) 35 (35.71)
Respiratory symptoms Imaging findings
Cough/Expectoration 69 (70.41) Interstitial changes 35 (35.71)
Shortness of breath 36 (36.73) Bronchiectasia 19 (19.39)
Hemoptysis 18 (18.37) Emphysema/Lung bullae 18 (18.37)
Chest pain 8 (8.16) Exudative lesions 36 (36.73)
Dyspnea 8 (8.16) Nodule/cavity 12 (12.24)
Digestive symptoms Hydrothorax 27 (27.55)
Anorexia/nausea/vomiting 36 (36.73) Therapeutic regimen
Neurological symptoms Single drug 39 (39.80)
Headache/dizziness 11 (11.22) Drug combination (2 kinds) 38 (38.78)
Limb numbness 10 (10.20) Drug combination (=3 kinds) 18 (18.37)

ALB: Albumin; GLB: Globulin; Scr: Serum creatinine; FBG: Fasting blood glucose; HGB: Haemoglobin; WBC: White blood cell; PLT:

Platelet.

W WK % 0 R R 69 ] (70. 41 %6) A5 i o] A2 5 38
il (38.78%0) AEMK I 18 4] (18.37%0) A M &
8 i (8.16%) . X4 A B 34 ¢ BRI I 45 98 WF
FEAL A R RR o R AT 4 A L R AR R 13 L 4
B # 50 ] FE A 28 i HEIR T 7 .

LWEWE MK E MW ESR.CRP, T 5 Y 6E
PLRCRH 6 e e 2 E B AR SR L3R 1, W] R AR 4y
BH ML E TR A ME T & EE T
K LTI+ MPO BTk T B KT 20 RU/mL,

BgE8 HRCT AR 3 36 5] 5 fili ] Jo3 48 47 5K
[) Jo3 2F A AL el AR 5 35 ], 22 R R 18 1 5 T FR R 27
il s Z2 kg W A0 /0 Sk ) s BRR 5 SRR 19 )5 il
Jifr/ Jili 980 18 5] 5 25 /a3 12 ], Be Ak R R K
AR R R B AL

FREE PGS 55 i, bR A AR R 49 )5 i
HLUE K 8 .6 1 AT UL 2F At 41 2138 A= 118 1 R 1
20 M9 T 5 L L 9 L 0 A L 2 9 T A B

Bl I 7 AE 205 1 ) 96 B 1 0 5 B RIS A 2
], 1 1) D T B 2 I i £ 4 G A ok T 4 i % 3 4 i
B 1B LB /NI AE A B A I A

B MR E (glucocorticoids, GCs) J§ )T
92 fil (93. 88%0), H ) b v i 3B 9T & 39 Bl
(39.80%0 A0 24 Tk JE #A 7l 1 500 mg KL F)s e
P ] FIIG 9T 79 ] (80. 61%) ., £ 45 B W Mk i
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(cyclosporin A) . fii Mk I 14 (azathioprim, AZA) DX
M W% (methotrexate, MTX) 5 [a] 2 W 3 Ff
BRE [ B IT 19 B (19, 39%0) s G 5 W B 5 4l
(5.170) AEHEFEIRYT b b 25 7 2 n] 4 S B2
2 P 3 A DL R T2 B2 YT A 39
il (39.80%),GCs J&9J7 37 f] (37.76%),AZA &
7 2 1 (2.04%0)) ;s "B FIRIT 38 H1(38. 78%)
BJLL GCs Ay B Al 375 Ho 8 00 10 590 A0y 2 10 5 o B 4%

( cyclophosphamide,
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AR N 30 . AEVR T A A 5 o R
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(3.68£2.97) g;15 i) MMF J&597 & v 11 Bl w1 G
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R2417.5g (BH2%,2412.5g (BH 3%;
12 5] AZA 3697 & ¥ 50 mg (B H 1K) ;55 f
MTX G973 2 B4 5 10 mg.2 F 4 15 mg.1 ]
BEJH 7.5 mg. AT A RS TCRLAL 2 (8] e 5 I
R 24507 58 Je FH 2550 5 T I W 22 5

TN &8 32 28 . KA 2tk v 16 i
(16.33%0) IR ge & 35 ] (35.71%) FET-# 9 Bl
(9.18%0) . FETZ A .5 il il 50 JE% e J WP W 3 08 1
91| W AT A e by o 1 49 O g, 1 51 T A S s 1
.00 Jili B 22 45 B U RE S v , W W vl o 34 O TRL AR
Wiy, SETE VP RIRIEAER Ty 71,56 & B s T
EFET- B E KRR (59.57 %, P<<0.05),

AREREMERSH LAtk st
it R IR G Sy 28 i % 75 B IR 52 R MPO-AAV i
151 B4y I S 4% 5 4 A Logistic [0 9 £ 4T 22 [ & 23 #r
ALFE P A % e AR L S0 A A I R g |
T vy LA R S T) JB i 78 o A P e T 5 R 2 A
FET 3 FAS TR 45 Ry 1 f e IR 3R L35 2,
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Tab 2 Logistic regressionanalysis of different outcomes in patients with MPO-AAV

Outcomes B SSE Walds df P Exp (B
Death?
Application of immunosuppressant —2.486 1. 403 3.139 1 0.076 0.083
Age of onset (=65 y) 2.822 1. 469 3.693 1 0. 055 16. 816
Acute respiratory failure 4.539 1.549 8.584 1 0.003 93.552
Constant —4.647 1.753 7.026 1 0. 008 0.010
Respiratory failure®
Interstitial lung disease 1.707 0. 857 3.965 1 0. 046 5.515
ALB<30 g/L 1. 468 0. 766 3.678 1 0. 055 4.343
Ser >500 ‘umol/L 1. 836 0.778 5.565 1 0.018 6.272
Pulmonary infection 2. 486 0. 883 7.918 1 0. 005 12.012
Constant — 4. 886 1.291 14. 334 1 0. 000 0. 008
Pulmomary infection®
Acute respiratory failure 1.471 0. 621 5.607 1 0.018 4.353
Constant =.778 0.293 7. 045 1 0. 008 0. 459
2Y1 = — 4,674 — 2. 486 X (application of immumosuppressant) + 2, 822 X (age of onset >>65 years) + 4. 539 X (acute respiratory
failure) ;> Y2 = — 4, 886 + 1. 707 X (interstitial lung disease) + 1. 468 X (ALB<C30 g/L) + 1. 836 X (Scr>>500 pmol/L) + 2. 486 X
(pulmonary infection) ;¢ Y3 = —0.778 + 1. 471 X (acute respiratory failure).

E
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