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Figure 1. Flow chart of study distribution of patients with temporal
arteritis revealing antineutrophil cytoplasmic antibody (ANCA)-
associated vasculitis (TA-AAV). GCA = giant cell arteritis.
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Table 2. Characteristics of the patients at the time of diagnosis

of AAV*
Early TA-AAV  Delayed TA-AAV
(n = 20) (n =30)
Delay from TA to AAV - 15 (9-46)
diagnosis, median (IQR)
months
Type of AAV
GPA 11 (55) 20 (67)
MPA 8 (4) 8 (27)
EGPA 1(5) 2(7)
Clinical manifestations
Constitutional symptoms 18 (90) 21(7)
Cephalic symptoms 17 (85) 11 (37)
ENT involvement 10 (50) 14 (47)
Lung involvement 6 (30) 12 (40)
Ocular manifestations 3(15) 7(23)
Peripheral neuropathy 6 (30) 12 (40)
Renal involvement 8 (40) 7(23)
Cutaneous lesions 3(15) 7(23)
Gastrointestinal involvement 3(15) 2(7)
Pachymeningitis 1(5) 3(10)
Creactive protein, median 13.9(8.3-17) 3.7(1.9-8.4)
(IQR) mg/dl
ANCA positive
All ANCAs 19 (95) 25(83)
MPO-ANCAs 10 (53) 18 (72)
PR3-ANCAs 9(47) 6 (24)
Prednisone at AAV diagnosis
Taking prednisone - 26 (87)
Dose, median (IQR) mg/day - 22.5(7-36)

- Early TA-AAV : 20%
- Delayed TA-AAV : 304

« GCA control : 100%
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Table 1. Baseline clinical, biologic, and pathologic features of the patients with TA-AAV compared to controls with GCA*

TA-AAV cases PT
All Early diagnosis Delayed diagnosis GCA controls  Early diagnosis  Delayed diagnosis
(n =50) (n = 20) (n =30) (n = 100) vs. controls vs. controls
Demographics
Age, median (IQR) years 70 (64-75) 66.5 (63-71) 71.5(65-78) 74 (66-82) 0.008 0.22
Female 26 (52) 9 (45) 17 (57) 70 (70) 0.04 0.19
Clinical manifestations
Constitutional symptoms 42 (84) 18 (90) 24 (80) 82 (82) 0.52 0.79
Asthenia 39 (78) 16 (80) 23(77) 79 (79) 1.00 0.80 .
Fever 27 (54) 11 (55) 16 (53) 45 (45) 0.47 0.53 TA_ AAV VS G CA ("E :Ik)
Weight loss 23 (46) 10 (50) 13 (43) 55 (55) 0.81 0.30 [ 1
Night sweats 11(22) 6 (30) 5(17) 21 (21) 0.39 0.80
Cephalic symptoms 44 (88) 17 (85) 27 (90) 97 (97) 0.06 0.14
Headache 34 (68) 12 (60) 22 (73) 82 (82) 0.04 0.30
Jaw claudication 22 (44) 7 (35) 15 (50) 33(33) 1.00 013
Scalp tenderness 22 (44) 9 (45) 13 (43) 45 (45) 1.00 1.00
No temporal pulse 8(16) 3(15) 5(17) 17(17) 1.00 Q0
Lung involvement 10(20) 6(30) 4013) 0(0) (C<0.0007 ) TA - AAV T“ % L
Visual manifestation 6(12) 0(0) 6(20) 23(23) 0.01 U.30
Episcleritis 2(4) 2 (10) 0 1(1) 0.01 1.00
Polymyalgia rheumatica 15(30) 5(25) 10(33) 32(32) 011 1.00 -+ Ny &~ N BX =
Periphera\ arthralgias 17 (34) 7 (35) 10 (33) 15(15) ( 005 ) 0.03 lT.l y * Elj K y ﬁ y =
Renal involvement 13 (26) 8 (40) 5(17) 0(0) <0.0001 0.0005
ENT involvement 16 (32) 10 (50) 6 (20) 0(0) <0.0001 <0.0001 4 =
Peripheral neuropathy 9 (18) 6 (30) 3(10) 0(0) <0.0001 0.01 E N T ;E*% *qﬂ %{\X Ig—u— 52_
Cutaneous lesions 5(10) 3(15) 2(7) 0(0) \ 0004 ) 7 ! \—_-t E  —
Gl involvement 5(10) 3(15) 2(7) 3(3) 0.06 .
Cardiac involvement 3(6) 2 (10) 1(3) 2(2) 0.13 .
CNS involvement 24 1(5) 1(3) 3(3) 0.52
Pachymeningitis 1(2) 1(5) 0 0(0) 017
CRP, median (IQR) mg/d| 10.8(6.5-16.4)  13.9(8.3-17) 9.8 (6-15.2) 7.0(4.4-12.6) 0.02
Abnormalities on TAB¥ 31/42 (74) 11/16 (69) 20/24 (83) 56/94 (60) 0.59
Mononuclear cell infiltrates 22(71) 6 (55) 16 (80) 44.(79) 0.13
Granulomatous 4(13) 0(0) 4(20) 21(38) 0.01
inflammation
Disruption of the internal 14 (45) 4(36) 10 (50) 36 (64) 0.10 0.30
elastic lamina
Giant cells 9(29) 1(9) 8 (40) 31 (55) 0.007 0.30
Small branch vasculitis 7 (23) 3(27) 4(20) 0 (0) 0.003 0.004
Fibrinoid necrosis 7(23) 3(27) 4(20) 0(0) 0.003 0.004

* Except where indicated otherwise, values are the number (%) of the patients or the number of patients/total number assessed (%). IQR =
interquartile range; ENT = ear, nose, and throat; Gl = gastrointestinal; CNS = central nervous system; CRP = C-reactive protein.

t By Fisher's exact test.

+ Temporal artery biopsy (TAB) was performed in 42 of 50 patients with temporal arteritis revealing antineutrophil cytoplasmic antibody-
associated vasculitis (TA-AAV) and in 94 of 100 controls with giant cell arteritis (GCA).
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