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[Abstract] Objective-To analyze the clinicopathologic characteristics of patients with kidney-involved diffuse large B-cell
lymphoma (DLBCL), including clinical characteristics, pathological characteristics, gene mutation profiles, and prognostic factors.
Methods-One hundred and forty-nine patients with kidney-involved DLBCL, admitted to Ruijin Hospital, Shanghai Jiao Tong
University School of Medicine from July 2005 to November 2021, were retrospectively analyzed for their clinicopathological data,
survival and prognostic factors, which included therapeutic methods, clinical outcomes, staging, etc. Gene mutation profiles were
evaluated by targeted sequencing of 54 lymphoma-related genes. Prognostic factors were also analyzed based on the information
mentioned above. Results-A total of 149 kidney-involved DLBCL cases were included, of which 89 patients (58.4%) were aged
over sixty, 121 patients (81.2%) were staged Ann Arbor Il -1V, 27 patients (18.1%) had an Eastern Cooperative Oncology Group
(ECOG) performance status of two or more, 121 patients (81.2%) had elevated serum lactate dehydrogenase (LDH) level, 111
patients (74.5%) had extranodal invasion in at least two organs and 131 patients (87.9%) scored over 2 points on the international
prognosis index (IPI). The estimated 5-year overall survival (OS) rate and progression-free survival (PFS) rate of kidney-involved
DLBCL patients were 52.2% and 50.4% respectively. Univariate analysis revealed that elevated serum LDH levels were an adverse
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prognostic factor for both OS (P=0.048) and PFS (P=0.033). In pathological characteristics, 145 patients (97.3%) belonged to
DLBCL, not otherwise specified (NOS) and 39 patients (26.3%) belonged to germinal center B-cell (GCB) according to Hans
classification. Among 144 patients who could be evaluated for clinical outcomes, 87 patients (60.4%) got complete response (CR).
Targeted sequencing data from 75 kidney-involved DLBCL patients showed high mutation frequency in PIM1 (n=23, 31%), MYDS88
(n=22, 29%), CD79B (n=21, 28%) and KMT2D (n=18, 24%), with CD79B mutation indentified as an adverse prognostic factor for
OS in patients with kidney-involved DLBCL (P=0.034). Conclusion-Elevated serum LDH level is an adverse prognostic factor in

patients with kidney-involved DLBCL. The prognosis of patients with CD79B mutations is poor.
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Tab 1 Analysis of clinical characteristics of patients with kidney-
involved DLBCL [n(%), N=149 ]

Chatacteristic n (%)

Age of diagnose

<60/years 62 (41.6)

>60/years 87 (58.4)
Ann Arbor stage

-1 28 (18.8)

m-v 121 (81.2)
ECOG

0-1 score 122 (81.9)

>2 score 27 (18.1)
Serum LDH

Normal 28 (18.8)

Elevated 121 (81.2)

Extranodal involvement

0-1 38 (25.5)

>2 111 (74.5)
IPI

0-1 score 18 (12.1)

2-5 score 131 (87.9)
Pathological subtype

DLBCL, NOS 145 (97.3)

HGBCL with MYC and BCL2/BCL6 rearrangement 4(2.7)
Hans classification

GCB 39 (26.2)

non-GCB 90 (60.4)

Unknown 20 (13.4)
MYC and BCL2 double expressor

Yes 36 (24.2)

No 113 (75.8)
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Continued Tab
Chatacteristic n (%)
Outcome™
CR 87 (60.4)
PR 11 (7.6)
SD/PD 46 (31.9)
Unknown 534

Note: NOS—not otherwise specific; HGBCL—high grade B-cell lymphoma;
GCB—germinal center B-cell; non-GCB—non-germinal center B-cell. ©One
hundred and forty-four patients were evaluable for therapeutic effect, with an
additional 5 patients’ therapeutic effect unknown.
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Note: A. OS curve in patients with kidney-involved DLBCL. B. PFS curve in patients with kidney-involved DLBCL.
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Tab 2 Univariate analysis in patients with kidney-involved DLBCL

oS
Characteristic
HR (95%CI)

The curves of OS (A) and PFS (B) in patients with kidney-involved DLBCL

J5 I # (0S: P=0.048, PFS: P=0.033) ( % 2.
E2), E—H LR P i LDH F+ & 2 5
JIiE 2 ) DLBCL 3% OS 1 PFS ) 5 A BRI 2

Age (>60 years)

ECOG score (=2 score)
Ann Arbor (I-1V)
Elevated serum LDH
Extranodal involvement>2
Hans (non-GCB)

MY C and BCL2 double expressor

2.4 JEPISEE 5B

1.514 (0.914-2.508)
1.675 (0.939-2.986)
1.119 (0.607-2.060)
2.045 (1.018-4.151)
1.069 (0.621-1.843)
1.577 (0.969-2.568)
1.210 (0.574-2.552)
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20% LA PIMI (n=23, 31%). MYDS88 (n=22,
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PFS
P value HR (95%CI) P value
0.108 1.359 (0.821-2.251) 0.233
0.081 1.487 (0.809-2.733) 0.202
0.719 1.257 (0.657-2.046) 0.489
0.048 2.241 (1.067-4.704) 0.033
0.809 1.600 (0.871-2.941) 0.130
0.067 1.361 (0.834-2.220) 0.217
0.616 1.073 (0.543-2.121) 0.839
29%) . CD79B (n=21, 28%) . KMT2D (n=18,

24%), W3, fEXEIEFEF, WME 477, CD79B
FEAF MY K RS B E R % 19 DLBCL H 3 OS 14 i

JAAREZE (P=0.034),

LSRR (0 2004, 44(9) (@)
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Note: A. Relationship between LDH level and OS in patients with kidney-involved DLBCL. B. Relationship between LDH level and PFS in patients with

kidney-involved DLBCL.
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Fig2 The relationship between LDH level and OS (A) or PFS (B) in patients with kidney-involved DLBCL
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Fig 3 Gene mutation profiles in patients with kidney-involved DLBCL
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Note: A. Relationship between CD79B mutation and OS in patients with kidney-involved DLBCL. B. Relationship between CD79B mutation and PFS in

patients with kidney-involved DLBCL.
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Fig 4 The relationship between CD79B gene mutation and OS (A) or PFS (B) in patients with kidney DLBCL
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