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A case report of lymphoplasmacytic lymphoma/waldenstrom

macroglobulinemia and its related literature analysis
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[H 2]l Hhe¥@miohken/ LERNERE G2 (Lymphoplasmacytic Lymphoma/Waldenstrom Macroglobulinemia, LPL/
WM) & —A#FF LeGHE s % B @ik eB, B TRAMGFLAREIZEF TRERL, BRFT RO, ZHEST
EVF BRSNS A AR e T @A £, FL 0930 47 A & S £ B % F (Bruton Tyrosine Kinase, BTK) 47
TN ST AEE, 2R AGEREL ST TRERY . BABRARLEFERFE, ZAFTES Ll hik 74
B dn KA, ME - TFHHR B0 A&, B8 A 1L B F 88 (Myeloid Differentiation Primary Response 88, MYD88) L265P Vi &
CXCR4 WHIM % % 2 ¥4 K, LA THZARMBAGTEAFHAF b Lk 2 Ak pey L350, XFREx 14l LaREd
(Immunoglobulin, Ig) M WM & X 7| % 15 5 /& J7 sk 47 M £ H 48 530 5F k40 £ LAk AT oA, § AT E A B ATT WM # 15
FAEAR . B ST Rl ARG F o @ agiaR, Al R EARAT K AR BB R A RS A
[X4i] MR mIEH G, FRERE G e lEREI; KA 407 & MB5 £ B0 F)
[ Abstract] ymphoplasmacytic lymphoma/waldenstrom macroglobulinemia is a rare indolent mature B-cell lymphoma. The
L research status of this disease mainly focuses on the study on pathological manifestations and treatment plans. The treatment methods
of the disease are mainly rituximab plus chemotherapy, and autologous hematopoietic stem cell transplantation. Bruton tyrosine
kinase inhibitor is an emerging targeted therapy with remarkable curative effect, but there are few reports on the clinical manifestations and
differential diagnosis of the disease. Because of its non-specific clinical manifestations, the disease often needs to be differentiated from other
hematological diseases. With the continuous progress of molecular mechanism research, MYD88 L265P and CXCR4 WHIM mutation points
have been gradually discovered, which is more conducive to the diagnosis of the disease and the comparison with other hematological diseases.
In this paper, the differential diagnosis and treatment of one case of IgM WM was described, and the relevant literature in recent years was
analyzed, in order to explore the current understanding on the clinical symptoms, differential diagnosis and clinical treatment of WM at home
and abroad, and provide more reference for early detection and definitive diagnosis of the disease in clinic.
[ Keywords] Lymphoplasmacytic lymphoma; Waldenstrom macroglobulinemia; Clinical manifestation; Differential diagnosis; Bruton
tyrosine kinase inhibitor
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J8 (Non-Hodgkin Lymphoma, NHL). 18k I 40 ffd (1 ifi /5
(Chronic Lymphocytic Leukemia, CLL) Fl 73 XA B B o [ 4
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BER, 5, 64%. “Wag=zJj24H, fFEff4d”
T 2021 9 A 6 Bt TP R RFHE —MEER. &
HT2ANAMEHEFERHBRNEGMWEZ ). 25, HahE
g, fET G, A SR, TG, TS E .
ESRE, BEZE MM AR S, il AT 1.52X
10°/L, IMATAEFWRE: 68 g/L, M/MR: 31X 10%L; HIkE: B
BHHLI R 15.27 pmol/L, B A: 60.6 gL, HEMA: 38.5g/L,
BV B R G : 139.5 U/L; ZBUMF R A I: LB 5% E Pifk: 55
FEME, BN RAZOBUR: B T RG M. R SR
WaE. LA, MK, RTEIT, BBEEAN ERIERZIT
4 RKATHEE LPIRAE, B, 2021 459 H 6 HEE L “mE57,
E IR b A S = - DR 7 (AN TINE2 s R PP 2SI N ol i 9]
B ML Bl 24K &I 36.7 °C, JK4#: 65 I /min, WEIL.
17 X /min, il f&: 128/74 mm Hg (1 mm Hg ~ 0.133 kPa);
PGS, REMRME, EETTME, A5 R RN R W e
RUEBE, IS, RRMNEES R Al MR, e To
SEE R, BN R 3 om Al fil K, AT A fil B R OR s XUR
Tk M A A MH R ST E: 2.1x10%0, il 4L
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W ARG AT R ER R E 1A 0.18 /L. 1gM:5.76 g/L;
M I HEIK: al: 3.7%; M35 FPE [ e fik: IgM. « JKiE R
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CD23 + #B 4+ CD25 + # 4+ CD22 + # 4% CD79 + /b
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CD10 +. GCCD21 +. FDC. KI-67 + #] 80%GC; € [a]:
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/AR PAS FHAE I BR TR GLIR . 1X A B) T X 4 LPL 5 HoAth
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CDI138 +4Hifl CR4HRD NSEH T PAXS gk 71,
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(1) MYD88 L265P 545 % > 90%, Ff UL H i #E i\ A2
LPL/WM 2 Wi AR &, (H 125 R 98 48 m] 78 /b 4 MZL 388
R R, WO BEIE AR R 2 W FE AR . MYD88 L265P
RASTE WM A R BUR 1), BN E il A 2R -1
SARAR U (IRAKD. A1 S EK 2 B S (Bruton Tyrosine
Kinase, BTK). i& L2400 H (HCK) FIZEKMAELES,
BT BOE NF-KB-p65 15 53t B 5 8% & o F1% VE 4l Bl 4205
KAy WM 6 97 R 4L T AH OG5, (2) CXCR 4 R4
30% ~ 40%, IX—RALEE oAl B A bk R R AR D E, A
I AT AR Dy 3 1 B 1,

2.2.5 4ifigfE

6q sk GE M 6921-6923) F2& 30% ~ 60% ) WM Hi
R LI AR B AL A S ORI 5% % A 42 38 /FISH W
20, TEE BRI PR WH t(11;14) 78 WM LR ATELE,
XA DAE NS . Ak, BT 3% ~ 16% (IR
Kl %) del (13q14). del (17p23). del (11q22), + 8. + 4
S 55 Ho A B bk TS 20 R3S A5 1 50 A [] ) S
2.3 (YT

WM 2 —MEWR, E5NTLRGE. TR WM &
HILFTIHIT, A ERIEAERE, MR &R RIGTT .
H AT IE T 77 1k DA 2% 8 BB & AT A B A2 I T 48 A%
RN, 0T PR R e B I ¥4 R i Y
F, BT E R 2 ~ 3 RS UMY, (b7 EER
Benda-R (| 2% 1+ RILBLF) VT, RCD (FZEH g1+
FRBEMEIZ + Hb 22K A ). BDR (R %% 8 By -+ T 5 A oK + Hh 2
Kin) &, R REAERMZEE.

I 4 Ok B A 4 AR 5 AR 27 1 K JE KO MYDS8 L265P.
CXCR4 AN RA WG, DR EE. LB mEEE.
B & B2 A1 5 JE 45 SR 3 19 BT 490 1) 751 465 397 4 0L 17 968 97 38 ¥ Bl
Tyl R R £ s e X T IR Bk B fF B MYD88 L265P
CXCR4 FEAZBAMER) WM B8 AR B FIT 3. A—mzd
PRI R  2 AE B JB I H RN 91%, 7R 59 /N F Bkl
P i1, MYDS8 L265P Fil CXCR4 WT [ 1 5 3 [ s 3 & %
9 100%, TG AR 26 AR U 1) 7GR AR 2253 3R 97% Al
47%, FHAETCHE R AL RN T0%07, K2 H 2 % 3 2 A
BRI 2 P RAF, 3RS T Re A )R 7E— T 1L 34
BEHLRIE N T 150 & &, HER T FIZH Byupcs A
BRMITR, %R, R E Rt - A BB a a2/
B, FEEME. EFHFNEMSEGEE. 30 A LiHRAS
HRAERIL G E TR Z B - 2B 00N 92% vs.
47%. T2% vs. 32%. 23% vs. 4%. 82% vs. 28%. FWI LB Z
MR R Z IR IT B HE R ERNEH, R ZERaiipE
A B R 9T RO TR 2 A R, X —
FRATAT BT 75 %8 0 TEHLS AR & B e ihIT B 40 i
B IAIG RS T, FLE AT & B JE I 22 A MR 2 I A — 0

gy WM B RS R TS, ShabShlRuAm S emtt, 5%
MEGERIEEPERK (840 M1 h), XFEERLE
[ 2 e o I o FEE A i A DR itk T8 5 0 e b A R BTK 1) 58
A4, AR DL AR K PR b S R R R R % AR 1) T R Y
ASPEN [¥J IIT SR PRATE 75 BEALIER T 201 2 WM & B2 i
i REAL S MG B RIGTT, 24 AWMU, %
e e e R, BB RMEE I 137 FiE 25
N 94%. T7% F1 28%, HHAT # JE (1145 5l 2 93%. 78% Al
19%. RWPH M E & Je AT & Ja 2 BT 2ol 2, #RE
B RIFIIT RGBS A S B Ry B b A s, 1895 .
AMRK M W, VLR ZE R 9% 5 B0 WA T AN R AR
BN, RE\HFPMAERML, LG ESEABRMEE
CREGI R ol B 31 ) 22,

BTK #1151 & MYD88 L265P. CXCR4 4% [ () WM
ARV ER, REXN T4 O M sp L s Of v
OHRE R, OB R R, HIFA R BTK
RIS IR, XSO, MAZ% U 85 10 1)
Ae, B AT LA R AR T 5 R B2, k4, BT BTK 1)
TR A AE AL RURS: T AR e 2 e Bt va T R, T LLE
BRI TR, EiXBARE BTK #IHFAT 4 SiE. A
i 44 R K FBPUm, BB D RPUEF 5 BTK #1784
i A PR I RS T B . At Ry 2 BTK #1771
RIS, NEFLE B0 3 e 5 BTGV 2 A R R
7 I 452 1k A BT 00 ) 71) AT 5 S50 g i bR A0 I3 TgML /K
PR e g 25261,

3 & i

WM/LPL H i fE I R BB B8 D, In KRR 2,
TR, 252 R RER AR B A CURAH 0
SCEEIE 16 1gM WM 2 59677, 45 G ARSI AT 1
WM H TR R 02 W 53697 75 %, NimIK el
g r g Rmitt T aR 5. ERRKAY S S S LA
LS W7 BB R B, SRR H P20 g 7 ) W PR AR B B S 3
fRbr, U5 T HRE 2 MM BUREIR M. RN, B 1%
FIR AU FE HIERN S B TR 50 BRI T, N ERf 2 Wi
RO T RRE, MR RIGT IRACE 2 05 R 5 . BTK )
IR A A WM BT E SR R BT B, IR RS
EA 2 A BB BLR R A 9 v, DRI 7 2K
B M AR R IE R IR 25 0 2 2k TR K 2
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