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methotrexate-associated lymphoproliferative dis-
order ( MTX-LPD) i, M & (2 ~10 mg/week)
® methotrexate (MTX) %5 % fik#e L T lF
TWa EHE (FICHE) v~F) IZHIET Y
ONHETEE IR B T AV, WHO 437%H — 2008 T
IR AN AERIE ) v BERE S B o “F
DD FESRVE RIS E L 7o) > SHg g
AR L LTHEINTWAY, SR 41T,
RAYIMIC BB L 7252 50) > /S ERO BN As MTX-
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infectious mononucleosis (IM) & D I# % Iz
THET 5.

fiE Bl

I BEGIDEKMRE
FER 1

B 65k, Kk

BEAERE - BIETY v ~F (MTX & 5-WH 444 »
H : 5 - 8mg/week)

W 200341 H19 H X W B8N H D, LBk
VIR e LAEmER SNz 1A
3l HOMZk, Bl S >/ HER 270 A
bik ooz 2 H 3 HICEIMERELE 17, 300/ul & 3
MUY 2 o8Bk % 23% R0 72, B HIZITHIMER
13X 69,900/ul &3 LEAY) 2 NER % 68%FE O



30
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Fig.1 JEFI1 & K% 4G ghgk
May-Giemsa Z&ftn (400 £5)

Table1 MifgZi~— 7 —

fiE {5l 1 %iE {5113
MR FEAE (%)  RAHm BHiE BEE

CcD2 249 8.4 919
CcD3 20.5 7.3 87.6
CD4 21.0 8.1 13.9
CD5 18.7 14 85.0
CcD7 19.1 15 48.2
CcD8 8.3 3.1 76.3
CD10 04 8.5 8.7
CD19 70.9 88.5 2.7
CD20 504 15.9 39
CD23 17.9 11.1 1.1
Smlg—-M 43 2.1 04
Smlg-D 8.6 35 59
Smlg- A 26.7 18.1 6.3
Smlg- K 52.1 36.9 5.6
CD16 3.7 1.9 49
CD56 72 25 53
CD15 16.2 6.5 148
CD25 12.6 6.4 0.7
CD30 213 403 28
CcD103 6.6 3.0 1.6
CD38 926

CcD138 478
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R 2 OXERIERE IR AMRAE L 72 T2 B M B ik A% 2 4
T, RFBRE OERIHHEE L WHlEss AR Sz A
FWH~— 7% —Tix CD19, CD38, CD138 Bt
ARSI L T 722, w/A ISR E R k%
72 (Fig.1, Tablel).

JEB 2 OFM MR SERIRE X AL 5 K
BT N/C i3/ s &, MBI R 25 TR
HEL7ZLDODVERTH 7208, KA O HEREE,
FEBED FROLEHTH o 72, et MR~
—h—IRETH -7 (Fig.2).

Fig.2 JEf 2 SRAYIMIE
May-Giemsa ¢t (400 %)

FEG] 3 DARREIM DT ¥ /SRR AL 5K
BT N/CHI/AE L, M E IR T3S
FIE D L IR TRY >3k & HERERD & D
DERTH o 7278, BHMRAE L 72REMEKRD b O
bilwl:, MK~ — 7 —IFRBETHo72. &

Table 2 PIRHE/ - RARAFT
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Fig.3 JEGI3 7 KA 4 aeg
May-Giemsa %t (400 %)

BEDRIN ) SERILRE LAY & 1T IZFETH -
72, MIfa I~ — 5 — Tid CDS Btk T Mfa A
fEZHE L Tz (Fig.3, Tablel).

FEG] 4 OER MO FTI ) > /ERTEREIZSES] 2 & 48
PL Tz, Fhifd, MR~ — 7 — 3Rk
THo72 (Fig.4).
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Fig.4 JEGI 4 KM%
May-Giemsa ¢t (400 155)

2 It A (Table 2)
ANETTE BEITRER 1 T7.2g/dl, fERI 2T

FEBI 1 FES5) 2 FE 3 FEB 4
WBC(/ i 1) 69900 24020 21640 9970
RIMER) 2/ NERELFE() 68.0 47.0 61.0 29.0
BREREN) L /\NBRELEE(%) 224 ND 24.0 ND
BRERREDHE ND ND Atypical T/NK cell infiltrate ND
YU RETERREREN ND ND ND MTX-LPD(T-LPD)
EBV-ISH ND ND ND (+)
EBV Hifk ND BERk BERL ND
ZEK 46.XX ND 46.XX 46.XY
Hb(g/dl) 7.2 8.9 1.3 102
PIt(X 10*/ 1) 6.9 12.1 16.7 56
LDH (U/L) 696 600 370 579
sIL2-R(U/ml) 17953 ND 817 9746
CRP(mg/dI) 1.05 5.01 213 245

ND (% not done MDEE
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8.9g/dl, #E 13 T11.3g/dl, JE B4 T 10.2g/dl
EEFERITICY LT /e, I/MREUEERT 1 T6.9
Ji/ul, FEGI2 T12.1J5/ul, FEHFI 3T 16.7 J3/ul,
FEBI 4 CT5.6 )5 /ul & 3/ 45ERF T T L Tz,
LDH (& 4 #1 1 ¢ 696 U/L, 4 %12 <600 U/L, 4
B3 T 370 U/L, JEBI 4 CTH79U/L & 4 4E Bl T &
EiCTdH -7z, SIL2-RITEERI 1 T 17,953 U/ml, HEBI

20X KM AL, JEBI3T817U/ml, fE 4 T 9,746
U/ml &ll5E &7z 3HIEBI TR Thdh 72, CRP I
JEBI 1T 1.05mg/dl, #iEHI2 T5. 01 mg/dl, #iE Bl
3 T2 13mg/dl, 5EF4 T2.45mg/dl & &HER] T
EETH -7z
I IM&EDHE (Table3)

R AFEF &, 2011 4E> 5 2012 4E D 2 4R 12 RAY
MZEFY) 288k % 10% L L2 IM & B & 41
72 25 B4y, $AD) v osEkb®, LDH, CRP %
R L7z ERES D v 7o H B AR IEAT 2
3, xR L7,

gL fE 1%, 4E 5 Ti1X MTX-LPD 1 62.5 /% T IM
X193 Td o 72, BRI o SER - TlE MTX-LPD
1251. 3% T IM 1% 19.8% Ta - 7z. LDH Tlx MTX-
LPD (£ 561 U/1 TIM 1£563U/1 T&H-7:. CRP T
[EMTX-LPD (% 2. 29 mg/dl T IM % 0. 49 mg/dl T
Ho7z.
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TIEBI % BAE L C &7z RBR L 72 4 B O 45
X 59% T, M3, BHELIHT, MTX ¥
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5L EIFEVEEC, JEEMICIZRE Y VB TlER <
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J5. CD20 B P B 1 50. 4%, 12 B EA B A
AL T 555, CDI19 Bk < CD20 a0 B A
B b 20. 5% L Tz, BREOER ) v oSEKD
M FE ~ — 7 — 55 CD38 Bk, CD138 ik, CD
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Bl1, 3, 4TEHMETH-7. £/, LDHTIZH
SRABAE L 72EB0 3, 4 AL & fiAT L 72 E Bl
1, 2B & &<, SIL2R Tl BB L 72 5EH)
3, AL A AT L72RER] 1 & DKo 7.
CORRLIY, INSOFTR S MTX-LPD @ W
WCHEEZTRTHY), TREOBEEEPIV 2L
Zz b,

—77, BE) LRERO MBI 2 B IM
W BHVHS, KEER L 72 4 ER S KRS MG 721 Tid IM
EOEHNIREETH - 72, F 2 TEMEII D 0T
A, EAY) CoNERIEEE, LDH, CRPIZDOWTIM
D% T o 72, IM OIS 4ERTIE BHE ~20 7%
RTH 2705, A DHME L7z IM D4 o v Jefil
b 19k & HEETH o 72, MTX-LPD D 4E# D e
fEIX62.5EEmEThH o7z, FER) VN
# 2 CRP & MTX-LPD O H 28 W EHE]TH - 7-.
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COZE LD EEE TRMIMIZER) P RBko 5
RO AX, BEEIO X9 7% MTX-LPD & 1]
L EZ 6N 5.

MTX-LPD i MTX 11k & T B 2B § % fE )
M bHzH, MTX ORIIHIESE TN, Lk
G RN CREN) »SERAS109% DL - HE L 7
A=y 7iE LTEREICREL TS, E
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7T OREAR MTX IRHOFHEIZOWTHERE L C
W5,

MTX-LPD (3 AT 525, S CTHRMIM
(ZRAED) 2 ORBROMIN % RO /2R L, BT v~ F
T O MTX R O oW TR I HER T A 5
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Four cases of MTX-LPD that showed atypical lymphocytosis
in peripheral blood

Yasuko SEIKE", Yasunori MoriyAMA, Takahiro SuGIHARA, Ayumi MASUMORI, Shihomi OONISHI,
Masataka NisaryaAmA, Tomoaki Fuzisakr™, Kanzi MaTsur® and Eisuke YokoTa

*Department of Clinical Laboratory, Matsuyama Red Cross Hospital

**Department of Internal Medicine, Matsuyama Red Cross Hospital

Methotrexate (MTX) associated lymphoproliferative disorder (MTX-LPD) is a rare disease
developing in patients with rheumatoid arthritis undergoing low-dose MTX therapy. We
examined the characteristics of 4 patients with MTX-LPD. They were 3 woman and a man with
an average age of 59 years. The average period of MTX therapy was 4. 2 years (range 1 to 10).
At their first visit, the average counts of white blood cell and percentage of atypical lymphocytes
were 31,380/ul and 51%, respectively. The atypical lymphocytes also infiltrated into bone
marrow in two patients who examined. The both serum level of lactate dehydrogenase and C-
reactive protein (CRP) were elevated in all cases, and that of soluble interleukin-2 receptor was
high in three cases examined. Compared to cases with infectious mononucleosis (IM) in which
marked atypical lymphocytosis is also observed, the age, the percentage of atypical lymphocytes
and the level of CRP were higher in MTX-LPD than in IM. Early diagnosis is the most important
in patients with MTX-LPD, because this disease often shows spontaneous remission by withdrawal
of MTX. MTX-LPD should be suspected when atypical lymphocytosis is observed in the elderly

and confirmation of MTX therapy is strongly recommended.

Matsuyama R. C. Hosp. J. Med. 38(1); 29~34, 2013



