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Treatment with Rituximab in a Patient with Refractory Felty Syndrome
and Low Rheumatoid Arthritis Disease Activity: A Case Report
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Felty syndrome (FS) is a rare manifestation in rheumatoid
arthritis (RA) characterized by neutropenia and spleno-
megaly. Treatment for FS is not well established because
there has been no randomized controlled study. A few re-
cent reports found rituximab effective in patients with re-
fractory FS. According to those reports, most patients with
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RA and FS had active arthritis. Here we report a case of
a patient with glucocorticoid dependent and disease-modify-
ing anti-rheumatic drugs (DMARDs) refractory FS and qui-
escent RA who was successfully treated with rituximab.
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prednisolones 5% 5FATH30 mg/Y). 25 5 74 HAHZ Al
A 37} SV AR 2,150/mm’, Ao EF
436) Hol 35 7+ 0 F prednisolone 2.5 mg/Y ¥ kS A=
sioick. slARE ZHERE Al sl BHgellA] St ofA]
23l (M E T 1,250/mm’, BHEZFT 550) ©]of] methotrex-
ateS- azathioprine (50 mg/Q)L2.2 A FoJsll o) 23 &
TFTRAEZ] ALH(MEA 1410mm’, Ao EFT
379), methylprednisolone (100 mg) & rituximab (500 mg)& +
o13}9i o} Rituximab ¢ ¥ prednisolone (2.5 mg/¥)S A
Q3L Fol 25 F A3t 3 AR A4 wEF
1,350/mm’ % AUl &3 270, T F HEF 2,100/mm’ %
AUEFTT 252 27102 SFF34T gk 3o 55
Hslcln #hdzlo]  granulocyte colony stimulating  factor
(G-CSF, 150 mg/%) &l 247 Alg8slict. &2t
G-CSF 7o ¥ 3 Wyt 2555 3439, 23] &
o] 8 3% ¥ A Al A WET 1,040/mm’, Ao
IET 146, A& 121 gdL, F&IF 92,000/mm’ £ F

Figure 1. A mild hepatosplenomegaly was shown in abdominal
CT scan taken at the diagnosis of Felty syndrome.

Figure 2. Bone marrow aspiration and biopsy revealed no abnormalities except partial maturation arrest of myeloid lineage at the diagnosis
of Felty syndrome. (A) Bone marrow aspirate (magnification x400) and (B) biopsy (Hematoxylin and eosin stain, magnification x400).
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(MET 580/mm’, AHEZT 70, A& 122 gdl P43
104,000mm’) .2 AP Lstde). 4 3 k3 Qhelol it
AR Alslsto] 7HedA) Q1S wiAl ¥, prednisolones 5%
3} eH30 mg/%). Prednisolone 5% 25 = AJ383F A7
ofl A W 2,600/mm’, AHEFT 1,8697H4] F7hslol ot
prednisoloneS 7HK(7.5 mg/Q)yshA Al thA] WiE L 1,140/mm’,
ANSFT 59322 743t o]oll intravenous (IV) im-
munoglobulin (2 g/kg)S o35 A prednisolone 71310 mg/
D& A=A, Fol 275 Shxb= vhA] ado] s
AL TFTRETel s A &£ EdeddT
580/mm’, AU EFT 70). ool WAA TFF7H4Fol dist
o ZkdA ARNE wiAl &, = AAE At vhast
=7 AAA R oA 5 HAASH v A 2 tiEty] "2
T4l W (large granular lymphocyte leukemia, LGL) -2 =
T4 o] 45T T (myelodysplastic syndrome, MDS)S A| A5k
= Al B2 A Al Fo] &7 HeolA] gkekeh
o] o] prednisolones ThA] &30 mg/Y) sHHA ElFs )
B 2 F 3x glS A AL A AN A
WL 2200/mm’, AHEET 772, G4 97 gdL, P43
216,000/mm™ HJrk 8 4ol tigt AAE AP
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Figure 3. Laboratory findings and medications during the course
of treatment. Methotrexate, azathioprine, IVIg and recombinant
human G-CSF failed to maintain WBC and ANC. A total of five
intravenous infusions of Rituximab (500 mg) were given (total:
2,500 mg). After the last 5th infusion of rituximab (RTX),
prednisolone was successfully tapered to 2.5 mg/day. Arrows
indicate rituximab infusion. Empty arrows indicate other treatment
except rituximab (AZP, G-CSF and IVIg). Abbreviation: MTX,
Methotrexate; AZP, azathioprine; IVIg, intravenous immunog-
lobulin; RTX, rituximab; G-CSF, granulocyte colony stimulating
factor; ANC, absolute neutrophil count.
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Y2 HEXER 3AEN e, d9717F F, vHA A4l 9
Rzt 9lofl Fdel gle AABSC ool WAL, FHd
A ARNell gt AAE Algdsle] hedE wHAISE 3 methyl-
prednisolone (30 mg)@} 38 rituximab (500 mg)S Fo 3}
o} o] 3k F 343 Aol MET 3,700/mm’, A3
FT 11,9060 SFFRAEZ A= YO Z prednisolone
<= 2P A1 (10 my/ ), 4914 rituximab (500 mg)< Fo3k
ek Fof & 2 5| T 4,900/mm’, ANEZT 2965 471
o2 5HA rituximab (500 mg)E Fo{sHA] prednisolones
v ZEFstAThS my/). 57 rituximab Fof 3 2 5 wiE
2,900/mm’, AN ZZFT 1,3200]9).2™, 5%} rituximab-o] 671
4 = w3 700/mm’, NI FTF 1906 47122 predniso-
loneS U5 ZHeK(2.5 mg/QD)sl3i et CD19 count wFA 2 rit-
uximab 50 670 ¥ <l/mm’, 8709 ¥ 17/mm’ 2.8 Z7}s}
T e Holx glov, AakA] AT A 3
o](HET 4,040/mm’, HHEZFT 2300) -FA5|o] #&-7F pre-
dnisolone (2.5 mg/)& FABH AP Foll ik X8
717 F A Ak A5 AlLfsta 4EF7EEE 20~40
mmy/hr, C §H-g T2 0.5 my/dL vRke 2 fA|=lom, 3t
AT 52 552 243 2L GCSF 7o ¥ 2ol gldl
on] Aol e FAQL L7 HolA= SkrhFigure 3).
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ol mlj-g- o] WA gk, vEEH Q1 Z A Aol A F-A AL A ul
4 T o A4S A F §lo] Felty 3w &2 Xk
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Felty T34 5734 ot 74 wdul s
e it AdelAY, 2 AT A As BA
(maturation arrest) B 4 A|E FA A (myeloid cellularity)
9] F7taAE Btk 3). A5 AAE s =74 €7
(mature myeloid elements)7} A& s}HA] 2B = o]} =
& AE 3442 2} Pelel 98-S nejshd, B4
o] FHnlolF(left-shif) 2 |43 4= 9lom, o]z T+
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3] X-Zt(endothelial adhesion)S Z7FA1A %
T5 2A7NA "t (5,6). 47 2L Felty &
o] W7ol A A|HH e whg-o] FoslAl Fofdte Al
Ay,

Felty 5379 X &% oF# A% v} 3t} Leflunomide,
sulfasalazine 22 hydrochloroqine—ﬂ} 728 sHqulel A kA,
recombinant human G-CSF, cyclosporine, cyclophosphamide 2!
IV immunoglobulin 522 X &5 A =3}y W HiEo] 9l
o, 3k AIE HolA = okt (1,2,7). vhiE, metho-
trexate ) 5, 418 ATolA & FolAE A&H 0w
E2TRETe) T 274 5O v gglov], AE Az
SFF 1S4 1968 BF o} gadkn wad vk 9]
of Felty S 27105 opAlz 45753 9t ().

Rituximab & A7FaA1% F444 g4 942 ol aleho] A
A oS oot Ao LA Yt 612, o1
SISl o2, Fubelgtdel SAelA Fubelseln,
FCCPEHA|S} 7E2 AF71kA|7F kA Q1 3kA}ellA] rixutimab
off 3k vhgo] £ Ao g dA glow, rituximab X| &
F bl =RIke] d7brt golXivka By nf il
(8,9,12). T3t v|ukAl Ad] BAIE ] ZZ(diffuse large B-cell
lymphoma) 3FA}ol|A] rituximab X & ¥ $FHBs-A|2] <7}
7} ZA&Ey de A 9lor, rituximab X 55 ¥ 312}
oll A influenza vaccineol] Ttk | Juk-S-o] X] SHEA] ok
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< 3HA}ell vlelo] AslElcka HarE vl Qi) (10,11). Felty
FFroll A Ak gl o3t Al Antg-o] A8 3
2]5h4, rituximab®] BT o] g Al A AuES-S 23}A]
71 ZollA v EE= Aoz A2+ o ok spA|uk ofqll
atod A= %] 8 A2 9] GCSF antibodyol] gt AA 5 =
7t 177} Fesh,

Felty 570l A rituximab X| Soll ti3t H s B Fe|H
39 ZHE Easlo] A AR E 9 caser} HE Yk
(13). ©] &, 2/3% rituximab X| & F A|&HQ) TFAT4A
=9 34 Rrl (13). Rituximab X] Fol ¥F-Zo] gyl

HAE F @ 93 QATAS W UYL, o) rinximab

9 ZIE ARAIE L9 HAE F Ik (14). HE F
W v zd g FERET|HEeNE o) 32 oE A
B Q@375 mgm’, 457 nF Fol)o =z ols) BEEt
FIE HYS F I Ao AHEG (15).

Felty 3ol 4 Ao}z o] T3 Adg st 5
75E 2 ul, rituximab X £F A ElE ot

g gop, Amuv 9 ZE A4 AAl dlstod Al
27} A7 Dassl.

e of
A7} F2 Fulel a3 ol EREE, glucocorticoid
o EA o] gipule] 2 Al HEZo] §lE B4 Felty

T
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