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Idiopathic Plasmacytic Lymphadenopathy Forms an Independent Subtype of
Idiopathic Multicentric Castleman Disease
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Idiopathic Plasmacytic Lymphadenopathy Forms an Independent Subtype of
Idiopathic Multicentric Castleman Disease
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7% 1. IMCD-NOS O i R BRI P

IPL (n = 34) Non-IPL (n = 8) p-Value
Age (median + SD) 54.8 +12.2 579 +16.9 0.471
Sex (M/F) 21/13 3/5
WBC (x10° /uL) 7.7+25 14.1+9.1 0.200
CRP (mg/dL) 6.5+3.5 13.2+84 0.391
Hb (g/dL) 10.1+2.1 93+1.6 0.080
Plt (x10*/uL) 369+15.2 23.8+£10.9 0.007
Serum IgG (mg/dL) 5140.3 + 1453.1 2502.0 +752.3 <0.001
Serum IL-6 (pg/mL) 27.3+16.8 107.2+94.2 0.149
Pleural effusions or/and ascites (%) 1(2.9) 5 (62.5) <0.001
Disease-specific autoantibody (%) 6/26 (23.1) 3/6 (50.0) 0.420




7 2. IMCD-NOS DR & Ea AR R

Subtype i?z.e Age/Sex  1st Treatment  2nd Treatment  3rd Treatment Outcome Follo:;&grilll’;z riod
IPL 1 35/F PSL 20 mg rituximab tocilizumab Improved 122
2 62/M PSL 30 mg tocilizumab Improved 93
3 55/F tocilizumab Improved 57
4 37/M follow-up -1 4
5 39/M tocilizumab Improved 39
6 49/F tocilizumab Improved 38
7 59/M PSL 50 mg no response 39
8 64/M PSL 30 mg tocilizumab Improved 130
9 70/M PSL 30 mg tocilizumab Improved 32
10 54/F follow-up no change 161
11 65/M PSL 25 mg PSL 6 mg Improved * 37
12 62/F PSL 10 mg PSL 5 mg Improved 175
13 55/F tocilizumab Improved 13
14 74/F tocilizumab Improved 10
15 52/F tocilizumab Improved * 202
16 70/M follow-up no change 198
17 43/M PSL 15 mg tocilizumab Improved 131
18 41/M PSL5 mg no response 126
19 49/M PSL 30 mg Improved 90
20 48/F PSL 15 mg tocilizumab Improved 77
21 76/M PSL 40 mg PSL 10 mg Improved 6
22 67/M PSL 20 mg tocilizumab Improved 4
23 72/M tocilizumab Improved 4
non-IPL 1 52/F PSL 50 mg + rituximab PR 9
tocilizumab
Repeatedly
2 89/M PSL 60 mg worsened during 10
tapering
3 73/F PSL 35 mg Improved 74
4 49/F follow-up progression 41
5 49/F mPSL 500 mg PSL 40 mg no response 143

PR, partial remission; mPSL, methylprednisolone; PSL, prednisolone.



