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PR LEOBRERERRERICIE, HHAA myeloma Z3458% & L T, plasmacytic leukemia,
plasmacytoma & 5 IZ macroglobulinemia, lymphoplasmacytic lymphoma & &% h 3. —fig
FICIEFERERRO—IC, MEHREAOSEIF$5. 5P, SERK4IZMBEHRERD
CUABETH > - BHERERBEZEL . EFESsSEEM. BmEE, &E(-), EE
(=), U>INEEX (-) BREZBMTH>7/7-. BEFRR : RHEM WBC4370/ ul, RBC242% /
u |, Hgb8.1g/dl, Hct25.6%, PLT6.25 /ul, Neut70.7%, Lym23.6%, Mono5.0%, Eo0s0.2%,
Bas0.5%. #1t% : TP5.3g/dl, Alb2.0g/dl, Glob3.3g/dl Z® > & IgG532mg/dl, 1gA79mg/dlI,
IgM2,035mg/dl T, ®RIEBTIAENICTEHS »%& M-bow 2538, IgM-k BUEHBAL /=, B8 : R
U 7BARTIIEFER T, Mgk10/ ul, FFEEK15.6%, FERIXR60.3%, U/ \Ek$%H23.8%, ZD
S BREMIE1.9% Th-o /. FEZNICIE, wyO0507 ) MECKEICASh /N BE
HEHBEOMRTH -, HEREY—H—DKRFETIE, U /NERLETIE CD7 33.5%, CD138
0.7%, CD19 7.0%, CD20 32.8%, HE#AiE T3 CD7 21.8%, CD138 57.7%, CD19 21.1%,
CD20 39.7% TH ~»7=. REKRETIE, N/CEIAEC EEHDH 2R E[F MO — M ROE
HErROHO5N -, BEEMROSANEEMRCIE, RIIEEL, XBEOILCHE2HL, HANM
FIELCEEL, EAARDBALRCEPHAEIIN . HEICE-> TR, MEEPEIRZRIOYF
DI TES A ICHFERBOMBORO SN, REEIMT - 46, XX REMAELFFAR TIIHEE
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EMMEOLEOEEREZEITOTY FICIEGH LT IgADELWEENHEELCLHDEEZLS
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BRIZ NS OFRBEETIE, BB e AT
Ro—o b LT, MEREARORME, A/GH
DT EPMONT NG, &2 A5, 4l
HREHED T LARMETDH - 7295 Bl R R
BERERL 720 THRET 5.

T

B 8ok, M

EFR S

BEALIEE © RS MESE, 120 B %
BURIE - 20094F 12 A #xBIC X 2 Ze M BEIRHTBE LS
TARBENABEE %o 72

#1  ABEREHA

ML I BRAR 1A

RBC(JJ /1) 242
Hgb(g/dl) 8.1
Het(%) 25.6
MCV(#) 106
MCH(pg) 335
MCHC(%) 316
PLT( /ul) 6.2
WBC(/ u1) 4370
Neut(%) 70.7
Lym(%) 236
Mon(%) 5.0
Eos(%) 0.2
Bas(%) 0.5
AL S

AST(UN) 37
ALT(IU/) 24
LDH(IU/) 267
ALP(IU/]) 500
7 -GTP(IU/) 79
TP(g/dl) 5.3
Alb(g/dl) 2.0
A/G M 0.61
T-Cho(mg/dl) 80
BUN(mg/dl) 15
Cre(mg/dl) 0.43
eGFR 101
1gG(mg/dl) 532
IgA(mg/dl) 79
IgM(mg/dl) 2035
sIL-2R(U/ml) 1610
TR R

JRAEENE =)
REY VE g =)
R 1.018
K pH 5.0 3
SR E N (+-) !
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34mg/dl T, F X-P I, BHIEFIZIE, punched-
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MATHT R - BRI (1) <&, #ifn, /g
WA E D, TP5.3g/dl, Alb 2.0g/dl T A/G Lt
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x B ® monoclonality & 78 L 7. A Il 2 R A% TliE, CD733.5%, CDI138 0.7%, CD19 7.0%,

KIZBITF L) v3skMifazRd (K2). BE  CD20 32.8%, WHEMMBEAKYEZ D5 L%z
FITIE, RBELY) COSERERTH ) A S,
R, BEAMREEZAL, —HK, vrus
07 YBEDBIZA SN LY ¥ 2% - EEAME
O CTh o7z, FHERHATIE, BRIL
ToREARTIHE R T, BRERIKRLIO ul, MR
RR15.6%, BRIERR60.3%, V) ¥ 73ERR23.8%
T, WEMIIZ19% THo7o (K2, M3).

—EBIZ grape cell, flame cell 72 &3 F8D H 17z,

22T, ) Y EGRMIIIC D W CHilig K~ —
H—hBHE (F£3) Lz Ih, ) roSERGH

:

3 BB IR AT R
May-Giemsa 3+t (400£5%)

#3 MMM~ — A AT A

A B
CD7(%) 335 218
CD19(%) 7.0 21.1
CD20(%) 32.8 39.7
cy k -ch(%) 40.6 83.9
cy A -ch(%) 0.4 6.4
CD33(%) 10.4 81.9
CD45(%) 753 97.7
CD56(%) 8.9 13.6
CD138(%) 0.7 57.7
MPC-1(%) 34.0 99.1
I 2 **ﬁﬁuﬁﬁsﬁ%ﬁ@f% ALY VOSERSE
BORIEL TV Y ¥ SRR &, 4% T M6 B * CD383 L1
Mz 23 5 RIMEREEZ RS :

May-Giemsa 3+ff. (400f%)

2 A

HRGHITAE (T5 /u) 2.8

BEAHL (/ ul) 10.0

B REHFER (%) 0.6

A BEER (%) 0.2

TR P BEER (%) 18.2

IR PR B BEER (%) 46

SRR ER (%) 11.4

FEIRBEUFHER (%) 225

5 EiAZIFERER (%) 0.7

Tk BER (%) 0.2

UFRRPEMA B REER (%) 0.2 3 : -

TR IEER (%) 0.7 4 B PR AT ]

HER (%) L0 N/C WA <, BB D %2 FOMEO Y — MK
1 ¥ I5ER (%) 21.9 DHEFENRD b, Gt Tl CD79%(+), CD138
TR (%) 19 (B4 M2 +), CD20 (4 +), CD5(),
=ru7 7= (%) 0.3 cyclinD1(-), IgM(+), IgA(-), 1gG (A2 +), Ig
USRI BR (%) 1.0 K > A, Kk -monoclonality(+).

S YMEARIFER (%) 55 FZWT © Lymphoplasmacytic lymphoma

IERMEARIFER (%) 9.1 Hematoxylin-Eosin F¢f (2001%)
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M5 AE GRS OE B E - BMsE (TEM) Fiid

JEE ML T/ AEA L CFIELTBY, MR BIR HR2EOIEREEL, WY - 9—2RAENDEEZERL T
5. BEARBETROLTRET S DB 0A, LhIEr uxF Y EAHiic, BIRS RET 204 MbZoon2.

% CD38% B M 43 [l C 1% CD7 21.8%, CD138
57.7%, CD19 21.1%, CD20 39.7% T & - 7=.
TR BRI (4) TIE, N/C s
S RIED B BB & FEOMBBD ¥ — MRO
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v, wrzarua 7)) VUETE, B
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CD20M5 1, CD38 - CDI38k&EMEE 22 Y, —

e A Lo BETIE CDI9 M, CD3S -
CDI38KEtE & 2%, F/2, ~zuru7Y U
ETIRBEIO 7)) VERT, IgM OFH,

IgG, IgA ZIEFHHANOZ L% e SNT
W, AlNE, BN X BFTEETO AR
2B, MUMRAAITRD B L7z 7z DA As
Tbi, HREIERIZ 2 WAARIED T RIZE - 72,
B, REFTIE, BEHBZa—, CT I, IF6E
EHRETFRD 5T, M/IMK pooling & ¥ Dl
REMEIZ Ve EZ SNE. RIERIZEIT HEE
FHIRE D B IE, RREOB SN T, FiE
BIONEG L OFER 2 HBITER L Tnwb L%
AbhA. by, RKEGP<I7nrsaT)
Y AE D S RO R EIAE S 2 X9 2l
OIEHEMEWMEICH LM TH L. BHEO~IrT T
o7 YETH L, IgM EESTTH DD
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T, —RBIZREZO T Y ORESFEINS
Z L% BN, FAERTIE, IgM 132,035mg/dl
LEMTHoTH, TOLNNWIZHEESTVS
HIPRRTHL. —F, MOEFERES T
Y (BRI 1gG RV IgA) R TV T 3 ¥ DL
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2, REFITIE, KR, S 7 MEER BT
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bOLERET L. 72, MlKE~—H—Td
CD138k Pl & B Ml o0 Wi 35 2538 80 & 1
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Pl Tz, ARERCTIRFFICRTFI 205
7o72®, EHEICCRABIZEE Lz D
e lc¥z, BidHESTLHIL 7295
ABE (20124E1 A) » 5, 122 A BISHEE 3T
CEERFER, A bli) 28I, ik L L C,
PEZFASIE L, i NORAE DS & W, 12
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RoOONT, FMEZ L, ) U o3EERER <,
L ECG IEH,. M CTICTHE, BIBERZ &
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W, B U7 RIIERTH Y 2055, K7
VT I yEOWIZ, B7u 7)) YEDFEN
kot ZoEmraT) vIEDRNEREE
RATAGAL, TR & R 3 i B o
HANHLNE ooz BRI ER BIE % <
OWE, ‘WY YT MIER R D, F ONEEH
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A case of myeloma-related disorder detected by hypoproteinemia
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ABSTRACT It is known that myeloma-related disorders include classical myeloma,
plasmacytic leukemia, plasmacytoma, macroglobulinemia, lymphoplasmacytic lymphoma and
others. Increased serum protein is one of the characteristic features in these disorders. We have
recently experienced a case of myeloma-related disorder with hypoproteinemia.The patient (a
85 year-old female) demonstrated hypoproteinemia (total protein 5.3g/dl, Alb2.0g/dl, Glob3.3g/
dl) with increased IgM 2,035mg/dl contrary to decreased I1gG(532mg/dl) and IgA(79mg/dl).
The presence of IgM-k monoclonality was detected by immunoelectrophoresis. Peripheral
blood showed slight anemia(RBC 2.42x 10%/ ul) and thrombocytopenia(62 % 10°/ u ). Peripheral
lymphocytes were 23.6% with lymphoplasmacytic appearance. Bone marrow examination
revealed that lymphocytes were 23.8% with 1.9% of plasma cells:CD79a(+), CD138(+/
-), CD20(+/-), CD5(-), cyclin D1(-), IgM(+), IgA(-), 1gG(+-), and I1gM k -monoclonality(+)
by immune staining method. Surface makers of all lymphoid cells indicated CD138 57.7%,
CD19 21.1%, and CD20 39.7%. Clusters of malignant lymphoid cells were present in bone
marrow specimen. Transmission electron microscopy (TEM) on the lymphoid cells indicated
the dislocated nucleus and profound rough-surfaced ribosomes with large Golgi apparatus
suggesting the markedly enhanced protein production. In some cells, the blastic appearance
with fine nuclear chromatin structure was observed. The pathogenesis of hypoproteinemia
appears to be due to suppression of 1gG and IgA by increased IgM monoclonality, in addition to
decreased level of serum albumin. The disorder is considered to be localized at the border area
between classical myeloma and macroglobulinemia.
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