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[ Abstract)
large B-cell lymphoma (IVLBCL).

reviewed, and survival analysis was conducted. Results

To analyze the clinical features, response to therapy and prognosis of intravascular

Methods

Objective
The clinical data of 17 cases with IVLBCL were retrospectively
The study involved 10 males and 7 females of IVLBCL
with a mean age of 53 years old. The most common symptom of the disease was recurrent fever (76.5%). The
lymphoma was mainly observed in bone marrow (64.7%) and was clinically determined as stage VB (70. 6%).
Many of the patients were also diagnosed with the hemophagocytic syndrome (29. 4%). R-CHOP (rituximab,
cyclophosphamide, epirubicin, vindesine, prednisone) or CHOP regimen chemotherapy significantly improved the

survival of the patients (P=0. 000 2). Unfortunately, those patients with bone marrow involvement were prone to

relapse after treatment. Conclusion
chemotherapy can significantly improve the prognosis.
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Intravascular large B-cell lymphoma

IVLBCL is highly invasive and associated with poor prognosis. R-CHOP
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Fig IVLBCL HE staining (A,B) and immunohistochemistry SP staining (C-H). X200
A: Longitudinal section; B: Transverse section; C: CD20 positive; D: CD3 negative; E: CDI10 negative; F: CD30 negative; G: EBER
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Table Clinical features, treatment and prognosis of 17 patients with IVLBCL
. . Bone Outcome
Pal.\};ent (a See/x/r ) Spl;;mf;}; R mB tom Lyngglsailgene marrow Stage Treatment (survived
: ge/yr. ymp ymp involvement month)
1 F/47 Fever + -+, Armpit + VB R-CHOP X 4+ GR-CHOP X 4 Died (23)
2 F /47  Fever + — + VB R-ECHOP-+R-CHOPX7 Died (18)
3 F /56  Fever + - — MB (R-CHOPX2+HD-MTX) X3 Alive (22)
4 F/64 Backaches,. — — — TA CHOPX3+RT Alive (20
melosalgia
5 M/36  Fever + - + VB  R-CHOPX8+IT+ Chi-GCB+ Alive (14)
auto-HSCT
6 M/60  Fever + — + VB  CHOPX6+ECHOP+R-CHOP Died (7)
7 M/57  Adrenal — — — I A CHOPXS Alive (70)
masses
8 M/49  Fever + — + VB CHOPX2 Died (3)
9 M/24  Fever + — + VB R-CHOPX6+IT+R-BEAM+ Alive (80)
auto-HSCT
10 M/71  Fever, + — — VB R-CHOPX8+RX2+RT Died (60)
bellyache
11 M/59 Fever + +, Cervix -+ VB NT Died (2)
12 F /51  Fever + — + VB NT Died (3)
13 M/73 Fever + — + VB NT Died (3)
14 F /47  Fever + — + NB NT Died (2)
15 M/34 Fever + — + VB NT Died (2)
16 F/49 Headache, — — — IA NT Died (6)
melosalgia
17 M/83  Dyspnea — — — IA NT Died (8)

F. Female; M: Male; NT: No treatment; RT: Radiotherapy; IT: Intrathecal injection; CHOP: Cyclophosphamide, doxorubicin,

vindesine, prednisone; R-CHOP: Rituximab. cyclophosphamide. doxorubicin, vindesine. prednisone; R-ECHOP: Rituximab, etoposide.

cyclophosphamide, doxorubicin, vindesine. prednisone; GR-CHOP: Gemcitabine, rituximab, cyclophosphamide. doxorubicin, vindesine.

prednisone; E-CHOP: Etoposide, cyclophosphamide, doxorubicin, vindesine, prednisone; HD-MTX. High dose methotrexate; Chi-GCB:

Chidamide, gemcitabine, cladribine, busulfan; R-BEAM: Rituximab, carmustine, etoposide, cytosine arabinoside, melphalan; auto-HSCT:

Autologous hematopoietic stem cell transplantation



%1

P A I R BN R LT i R O3 147

CHOP Fy Jk il 19 1k 97, 6 ] 3k 13 58 4 28 f# (complete
remission, CR),3 ] #4) 2% fi## (partial remission, PR), BA
%0 % (overall remission rates ORR) & 90% ,1 #3497 T3k .
2/ B & CR J5 47 A & 5 1 + 40 M2 % # Cautologous
hematopoietic stem cell transplantation, auto-HSCT), H {7
BEDT 31,7 A~ F .10 ) B35 A 5 B AE 0 e I TE e A I
ik 80 A L RF IR . 5 ARIBITEFE (T DAL, X 10
{9 3 K Fl R-CHOP s CHOP J5 R AL ST 1Y 5 A A7 I 7] 4
K (P=0.000 2),

3 itig

IVLBCL & —Fp 2 UL A 45 50 K B 4i f bk 298 . 5 NHL
M 0~1. 1% A7 & T HA4E N R AR 67 %, RULBH
X AR CP YRR AER 53 2) . Z BB H UKRP N T R
SER A R OR KB B B8 A0 HPS, 2 i £ 28
IVB #.

RZ % IVLBCL 3k I8 Tk 4 % P 0 (non-GCB) , EBER
JR 7 2% A2 B M, 5 AR BF 58 A 4F . non-GCB 3 B W] g &
IVLBCL 3% #i J5 A~ R A ¢, 769k 8 K B 4 ff itk 2 9
(diffuse large B-cell lymphoma, DLBCL) H £ 1E — 2 34T il
SR IR T SRR R R B A R BUES
 IVLBCL AR ZE W R DR Z4RE T MYC Fi BCL-2 J&
HRBEHRY Y BB A MYC & [ R KF LIS BT &
B IR LR DG B A i . AR AL 17 ) AR R A Rk
MYC % [ 9 i 40 M #90% F 4020, K & 8 MYC Fl BCL-2
FEHEDT, M R REF E TVLBCL &5 0T o sl X0 ik ik 12 93
HIAA DG

IVLBCL & H5 A% # 5 22 H AT A 58— MR Ir s
%, FIZEH AP (rituximab, R [0 {1 2 | . 8 3R 2259 oy 5t
fili I G AT 2 TVLBCL MArfEIRYT . R #EAIRIRG B 2
WO TR I T RCRI TS . RN A I N ] 5K A Ak A
T RECARIFXT IVLBCL & £ M m . R-CHOP i
J7J5 AT auto-HSCT, G i — b 3% TVLBCL & 4 Y iy Bil
JaT . H AR B R BROG PR B 5T E 3R R BRA R R AR ITY
TFRMNTEEDE LW, P2 R EFHIBIT I E P
A8 W] LA o I A 5 B (¥ 24 (45 PR 08 | BT
Bl ARBFF KRB, SR CHOP Jy ZE Rl 093897 v DLW
Pl BE TGS B S R A auto-HSCT RE#E— 4275 97 51
TEARABF A 36K 2 R & # % CHOP 8 R-CHOP
T FRAGYT 23845 W7 R (G R s A AE I TR) 35 60 ), i
#EZ R H R CHOP J5 297 A 2R I R-CHOP J7
EPRBEMBVIE 5 B R KA AT S auto-HSCT W]
Res R AR RIAF ERRA.

AHLBTFE Ay 8 G0 PE BT 72 o TR 98 g 5 DL T BIORE AR i
ZIN S ARBEST BEHILXT B K7 A o ik — A LB i B R Y
i PR E 7 0 L6 E

& % x W

[1] SUKPANICHNANT S, VISUTHISAKCHAI S.
Intravascular lymphomatosis: a study of 20 cases in Thailand
and a review of the literature. Clin Lymphoma Myeloma,
2006,6(4):319-328.

[2] HUS. XU-MONETTE ZY, TZANKOV A, et al. MYC/
BCL2 protein coexpression contributes to the inferior survival
of activated B-cell subtype of diffuse large B-cell lymphoma and
demonstrates high-risk gene expression signatures: a report
from The International DLBCL Rituximab-CHOP Consortium
Program. Blood,2013,121(20):4021-4031.

[3] YAMAMOTO K. OKAMURA A. YAKUSHIJIN K. ez al.
Tandem triplication of the BCL2 gene in CD5-positive
intravascular large B cell lymphoma with bone marrow
involvement. Ann Hematol,2014,93(10):1791-1793.

[4] CUI]J, LIU Q, CHENG Y, et al. An intravascular large B-
cell lymphoma with a t(3;14) (q27;q32) translocation. J Clin
Pathol.2014,67(3) :279-281.

[5] WANG J, DING W, GAO L, et al. High frequency of bone
marrow involvement in intravascular large B-cell lymphoma:a
clinicopathological study of 13 cases in China. Int J Surg
Pathol, 2017, 25 (2); 118 [ 2017-06-17 ]. http://journals.
sagepub. com/doi/full/10.1177/1066896916665203.

[6] HONG]JY, KIM HJ, KO YH, et al. Clinical features and
treatment outcomes of intravascular large B-cell lymphoma: a
single-center experience in Korea. Acta Haematol, 2014, 131
(1).:18-27.

[7] KATO K, OHNO Y, KAMIMURA T, et al. Long-term
remission after high-dose chemotherapy followed by auto-SCT
as consolidation for intravascular large B-cell lymphoma. Bone
Marrow Transplant,2014,49(12) :1543-1544.

[8] CRUTO C, TAIPA R, MONTEIRO C, et al. Multiple
cerebral infarcts and intravascular central nervous system
lymphoma: a rare but potentially treatable association. J
Neurol Sci,»2013,325(1/2) :183-185.

[9] YOSHIDA S, KURODA H, FUKUHARA N, et al.
Heparin-responsive angiopathy in the central nervous system
caused by intravascular large B-cell lymphoma. J Neurol Sci,
2015,352(1/2) :117-119.

(2017 — 08 — 14 U ,2017 — 11 — 21 & ED

itk B M



