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7N LR (VS V— 7 B) OEEKM. NLR O g

Spontaneous Exacerbation of P-value

remission of BP/corticosteroids
BP/supportive care  n=9
n=8
i 2 ¥
Duration of DPP-4i therapy, months, 27.7 (16,5, 38.5) 47 (5, 60) 0.25

median (IQR)

BPDAI at baseline (before DPP-4i
cessation), mean + SD (range)®
Serum BP180ADb level at baseline
(before DPP-4i cessation), mean
(range)®

Time until clinical remission after
DPP-4i cessation (days)®

8.047.0 (1-18) 12.3+2.4(9-14) 027

67.1 (0-387.5) 1440 (0-791.7) 051

Mean (range) 101.1 (20-245) * 21.8 (9-61) 0.04
Median (IQR) 73 (44-140) * 16 (9-30.3) 0.01
Baseline® (before DPP-4i cessation)

NLR, mean + SEM 233+0.71 5.66 +0.92 * 0.02
Neutrophil count, mean + SEM 3276 + 630 4826 + 483 0.07
Lymphocyte count, mean + SEM 1806 + 425 970 £ 122 0.07
Peak®

NLR, mean = SEM 2.72£0.68 10.56 + 2.74* 0.01
Neutrophil count, mean + SEM 3677 + 506 7844 + 460* <0.001
Lymphocyte count, mean + SEM 1638 + 293 952 + 233 0.11
Very early post-cessation period

(1-2 weeks) §

NLR, mean = SEM 2.25+0.38 4.72+1.30 0.11
Neutrophil count, mean + SEM 3186 + 283 5774 + 795* 0.02
Lymphocyte count, mean + SEM 1582 + 306 1402 + 240 0.66
Late post-cessation period (1-4

months) §

NLR, mean = SEM 2.52 £ 0.60 3.48+0.77 0.34
Neutrophil count, mean + SEM 3546 + 452 4334 + 613 0.31
Lymphocyte count, mean + SEM 1630 + 249 1426 + 232 0.58
Initial corticosteroid dose,

mg, mean = SEM 0 305+34

Cases free of BP without

corticosteroids at 1 year, n (%)* 8 (100) 0) <001
Complications, number of cases (%) 2 (25.0) 7(77.8) 0.06
ROC fi##7C. Base lineNLR (% 4.3 LA L, peak NLR |

6.58 LL LT, HIkgE L, SOHESRIED TR O » b
F7EEH 2T (K 3),
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N—TD). APHEEZE U o84 (VL —7E)

D NLR, &R HIHRFK
No Infection Autoimmune P-
complications  (group C) disease or value
(group E) n=8 n=11 refractory BP
(group D) n=4
Baseline

NLR, mean + SEM 2.07+049 6.11+1.15% 4.92 +0.98* 0.01

Neutrophil count, mean + SEM 3234+£596 5044+ 630% 6238+ 1105* 0.04
Lymphocyte count, mean + SEM 1859 £412 936+ 136 1299 +£133 0.13

Peak in very early to early post-cessation
period (1-4 weeks) '

NLR, mean £ SEM 224059 12.2+2.84* 458054  <0.01

Neutrophil count, mean + SEM 3400 £518 7985+ 566% 6170+ 1110%  <0.01
Lymphocyte count, mean + SEM 1768 + 322 740 £ 126 1395 + 405 0.08

Very early post-cessation period (1-2
weeks)

NLR, mean + SEM 2.16+0.47 5.03+1.63 3.05+0.41 0.25

Neutrophil count, mean + SEM 3105+350 5875+1018 4440 £ 930 0.09
Lymphocyte count, mean + SEM 1645 + 386 1365 + 306 1440+ 110 0.82

Late post-cessation period (1-4 months)"

NLR, mean + SEM 2094049  3.41+0.99 4.44+0.67 0.17

Neutrophil count, mean + SEM 3293+£444 4088 +724 5190 + 184 0.18
Lymphocyte count, mean + SEM 1737£266 1430 +299 1200 +£210 0.52

Change in NLR, peak - carly (3-4 weeks),
. 0374026 3.95+0.77* 1.53£0.94 0.01
mean + SEM

Systemic corticosteroids, n (%)* 2(25.0) 10 (90.9)* 3(75.0) <0.01
Epitope spreading, n (%)* 0(0) 4(36.4) 3(75.0)* 0.02
1-year mortality rate, n (%)* 0(0) 4(36.4) 0(0) 0.07
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