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Abstract To investigate the renal pathological characteristics of Castleman’s disease (CD) with nephrotic
syndrome and the effect of renal AA amyloidosis and other renal pathology on the prognosis of CD with nephrotic
syndrome. It retrospectively analyzed clinical data of a patient who had CD with nephrotic syndrome and whose re-
nal biopsy was determined as AA amyloidosis. By reading domestic and foreign literatures,we reviewed the renal
pathological classification of CD with nephrotic syndrome and the relationship between renal amyloidosis and blood
diseases. AA amyloidosis was the most common pathology in patients with CD with nephrotic syndrome and AL
amyloidosis was the most common renal pathology in patients with multiple myeloma with nephrotic syndrome.
Furthermore, the prognosis of AA amyloidosis was worse than that of other renal pathological types. CD induced
renal damage is rare and insidious and some firstly manifested as a large amount of proteinuria, which should

arouse the vigilance of clinicians. The prognosis of AA amyloidosis is poor. Patients with CD complicated with
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renal damage should complete renal biopsy as soon as possible to confirm the diagnosis.

Key words

Castleman ¥ (CD) BV E K ik EL 4595 - SRR A I
BRI MR G A, 1956 4E IR Castleman 42
HE R B4y o Bt (UCD) AMTZ ol 8 CD
(MCD) ; 212122 I 4y a8 W i A 2 (CHV) 2R 41 i
T(PC) AR A 40 M 5 (MIX) , HV B2 5 90 %, PC
WAL 10% JBE M/, UCD £ k% B M & 5,
I A B — AN B IR O 4 b K 4 B R RN B
DAL R AR B 45 T 30 AR AT 41 4T H B AR R E IR

AR B R TARAMAFALE LR B (No:7222158)
AT ERRERA.BRLEFEF PO FPEEFHFRE
FEFHRE (LT ,100730)

BAEAE# % 3, E-mail: {rbld@sina. com

Castleman’s disease; nephrotic syndrome; AA amyloidosis; renal biopsy; hypoalbuminemia

MCD £ 3} 3¢ 40 i 0, MCD H 3% 8 £ 4 Bk, %
PR KB 5T MR Az B R E R BRI E
A A W] A AIG AR ILAE | R LV R RR AR L A
oA 2-6 (1L-6) 3 m™=* . CD & & W IF & M4 i
L, LLMCD £ UL i R 26 80k ol JR L B R L E
WL A AE o0 BB 3 T R S ORI O L e B
[T T oy NI =3 o N 1 o G (1 =
(TMA) T B HE A8 M | B3 A P B 8 (MPGND , 20
BOnT B R B AR B A B0 o AR e O L
B L TR R B AR DA TE KRR R M A R R LT
Lane 217 4% BF 1990-—2014 4EHi2 AA I JE ¥ FF

S| A AR WS, BT IE X, 45, Castleman J £ DL RS 25 G A S 22 LAY B V€ Ry AR A2 4 1 100 ek & 2 [T 1. I IR 1fi
W25, 2023,36(3) :206-209. DOT:10. 13201/j. issn. 1004-2806. 2023. 03. 012,




%3

WK, 4 Castleman W £ LB 9 25 G 1E S 22 B 1 SE M3 HE A8 1 1 D STk &= ) « 207 -

YA AA BIYE R AR E R B RE IR R R
PIEHKRA E. T CD BT WL A& mb
UL EEHIE 1, I 1 e B e S i v s 1 A
Kk,
1 fRE&EH

B A, 44 5 ,2019 4F 10 R IE BK R E L L
HFERE LR 2 ATES CT a4 L
153 AN S A W S S e (1 N | A =
FH(Hb) 79 g/L, B4 1 (TP) 47 g/L, H#E H
(ALB) 18 g/L, JLEF 54 pmol/L,JREH 6 g/L.
24 h JREHE R 15.13 g,CRP 102. 2 mg/dL,IgG
1420 mg/dL, Mg &8 CT . 22 00 8 & b 85 2 4>/ itk e
45 O\BR 22 & T R ik T 45 5 8 MIRT: i i J5 mT I
Z R G TR K, RERARA 11 mm; 45 F
JEE8H M A2 w0 5 o] DL Al 2R B, RN
6.7 cmX4.3 ecm X 7.3 e, HAGEEE BRI T G
FR B AR K R S K R 2 2 bk e 4 A K
BT 1 B AR TR S0 A2 29 12 mm, BhEe % o,

2019 4F 11 A 5 H KB BB i, R J5
g FHL . A L % W S R L DBV ZE A L B B T IX Ak
TN AT IR A AN A5G CDL IR AR AL, Sy
HE4k % . CD20(+),CD138(+), MUM-1(+),
CD23 (+), CD38 (+), IgG(+++), CDI19
(+++),Kappa(+),Lambda(+), A2k 58
(HHV-8)(—),

HEREHL OGS, UL “Castleman % 3% 4
JH B N R B I R . B A AT AR R L E
K\ K, REFERIE Mg & . KA. ALB
17 g/L.24 h JREHER 6. 92 g,CRP 7. 7 mg/dL,
TG 5.9 mmol/L, TC 6.51 mmol/L, LDL
3.79 mmol/L, JL & 89 pmol/L, IL-6 4.3 pg/mL
(IE# U E<<5. 9 pg/mL), TNF-a 11. 8 pg/mL(iF
HYEHE<8. 1 pg/ml) , Il ¥ &5 #425f Kappa 292 mg/dL
CIFE T 598~1329 mg/dL) , ML 55 % 5% Lambda
149 mg/dL (IE % JE Fl 298~665 mg/dL) ., Kappa/
Lambda 1. 96, Ifil , bR £ 1 HEL K A 4 98 [ 2 FL K R
WMEH., BESGZRME G MK, R%EFE R
SN R e N N e o o [ NN = e = 1
BT Ae Az i e B ARk, B R 2 o B,
H HHV-8(—),Jc POEMS K TAFRO #HC5E 4R,
LWk & MCDGMCD), F 2019 4 12 A 9 H
FHR e e 4T COP & 4byr 4 NMr ., thIr /&
% .Hb 121 g/L,ALB 23 g/L,CRP 0.2 mg/dL, L
i 75 pmol/L,24 h JREEF & & 8. 28 g, MIRHEH
IRE AN G2 i AP R B IR B YT 2 R A 2020
AR5 HAT MRS R, BT UL AR IR o 4 A Sy
FERE AL, JHEJRCR5E T ] 38 R BN b B A R
ARV R A 2 4 AE AT 18] BT 18 PR R AH IR T RN A 4
1. AL IgA(—)1gG(—)IgM(—),C3

(—),C4(—),Clq(—),.Kappa(—),Lambda(—),
MR e BAF L A5 A B i AR A, BB T I
B ZINBR ZR I X3 08 22, R AT DL K B 2 4 22 R
OB, R 2 b R A0 e 2870 Bkl A S AN R
ZR B [XORIT 3R I X A DL ] Sk v P B W DAL B
R AN B AR 2, R BIX L /N B bk RE [ Btk
DU AACH++) B AA BIBEMFEAE . 2020
6 A H BCD & yr.6 My JE Hb
129 g/L,ALB 35 g/L,CRP 0.2 mg/dL,24 h JR&
M 5. 18 g, CPR, Hb, ALB % 3%, iF44 & PR,
AT BCD £ 9 97 2. BD 7 £ 4 ¥R iR 0T
AR, BEAER S W . o (3 A i BT R
EEBW T it —W 24 h JREAER 2.56 g,
ALB 41 g/L,Hb 124 g/L,CRP 1.6 mg/dL, &L
HBEAT R B P (B IL-6 HiO dEERAT . T
ZWIRNEEIL . HET BD 5 4556070
2 Wit

CD % AR W58 SR 10 4R KRR N A H T
A 2.4 K5, CD 9k B & 9 ML 14 AS 52 42 75 2
HAEGIA M5 TL-6 i3 N B2 4K B F (VEGF) 3%
Z UK HHV-8 #1567, HHV-8 A 7= A 5 2 IR
P 1L-6 (vIL-6) . vIL-6 5 A 1L-6 E.45 [R5 Pk . n] ol
S F IL-6R #76 A 1L-6 {5 5 5%, vIL-6 n] fi¢ 9F
VEGF ik, VEGF i Z i i N 1L-6 3 £, B
BCIE Y . A B 8 T HH V-8 B MCD.,
[l B30 A 3 I % TL-6 MG IR 45 R, 2 IE R A
IL-6 FFiE &R 25. 04 pg/mL (2020 4E 8 ),
PR BB AR RAE N, BHAETIA R CD &%
5L 1L-6 Tk oA E 40 7 R A e, £
T5RIF 5% 3¢ W BH BT 1L-6 ( Siltuximab) 3% 1L-6 5% &
(Tocilixumab) i J7 CD A &L, T g fib 1 — L3R
Jr gt HARAE #R 4y IMCD B 11-6 1E %, X
T4 iIMCD B9 % 96 AL i 1t AS B g o 2 75 77 7F He A 3K
SRR R RENZA LB HEER., AR
Wk A HT CD kB 45 B 5% 5 7= 9. & 3 UCD. iM-
CD Mk B 25 h #a b 1 CXCL13 (0 5% 5% 7= Wy 4 1%
T 3% S AT AR A B4 A I 5 Z b 4 X ag
PFJE CD KR HLHI  E 2L R,

CDEBWRLE B MEFE . RZ HmBlikiE. &
KA, Pubmed B 2 . i A ¢ 8 {7 “ Cas-
tleman”* B I £5 A 1E 7KL R SC STk 12 7 930
Bk AT R ST BB 3L B CD R e LR A
I I 52 35 B 5 K66 1) 32 1), HL v B S Ry AR AR de ol
WL LR 12 L 37 %0 6k 1 9 R BE B TR AR AR
UGN, 3590 AA B, HOR O MPGN B 6 1], 54
L5 I, CD B RLE A IF L F R4 5 iRIT R
9 I B I L5 A AE T R i o 5 o L e A A D BmT
SEIE X A B AE MPGN JEPE B 995 04 ' i
FRARIE B AT WL CD 5 5 25 A AF BB s B A



« 208 - I AR 1l Y 2 2% i

536 45

T2 WL RE L (EL 3 R R AR IR I T A st

TERTREAR AL G AA T BE M REAS AL I TE R RE
5 DR A/ UL B, AL B S BA L AA BT S
%, AL B UL N R BE W A 22 K M BE R ul
IR BB A N T R AA B AR M I UE
MR A, B AA B, AA B H I AT R
T 20 RN R 1 (SAA) BRI , 40 i 4
WL IL-1.10L-6 K TNF a] fi] # SAA 4 ™", CD
L 11-6 38 2, 53004 B 90E I 0 » RAE A7 3l 35T
7= A SAAL,SAA UL B il AA BISE R FEAL
IL-6 I35 T SAA K-, il Bess AA JE# FE AR
I RARER 2. AL U JE By A 9 DOR T /D BR O
JETE i 200 KE DA, AA TR ER v vE W RE W R
BUAE B /0N A 3R JES T R ) 3 b, AA R R BRI L
AL RV HET &, 5 CD R A JF B 3 E 1R
41 38 ' T AR 22 DA VE R RE AR O T R R A R
LHME T E L G R R S S A
R K B R R A MOk 2 R R S
55 B HE B L 5 5 [ — T3 A O 2 0 9 — 3L
AABITEM B R R 2 TREHRT . FREW
— 51 A BB 5T 43 A7 76 1 CDL 19 B (25 %) H 8L
WAz 2, Hod 11 Bl EAT B 16 A, & B TMA 95 748 #i
B TGRS B R R AR B T Y -
[ AP A9F 55 A R B B L /0N IfL 8 0 8 (SVIL) el
LS SVL AR il gk — 2 & S TMA.,

IHI7 L CD EER L5 A IR LR YT IR &0 3
UCD & FARYIBE; MCD DL Fi6)r A £, 15/
He#F HHV-8 #H5¢ MCD, F % I HiiwdE-h 3, 1l
CD20 40 R — L3097 . F5 & MCD DL 3§ % F
Vo HERB GO — RIR T . R % A CD20
B, BRI . R-CHOP, R-CVP,ASCT %1226)
A Z rpty B CD, F- AR 1B ey BH o s L2 A, 5
Mrd e B 1by7 . COP &7 4 MR E . KA &
FIILAE & PR AR 2R I A5 X R DL 7 B2 8 AA e
MRS B FH BCD J7 5 5 9 9 15 B 45 ] L 45 0 48 A
BTG R A s D B R B, CD R
LR A IEE B CHOP J5 897 & . B w B AE TE M
REAR E IREAZTE 4~6 AN JH W5 ) JE Ry A8 3
T 3 2% . B o g vl ALy B R, [H]
TERIT R B RELC AA BUGE AR IR A BT
e B TR] EC B B A B e o T T R
WE RGN CD W5 AW, 8 L8 — =W, K HE
B — IR B 3 0 (16 %) 1 J g 2 A0 5 s
AR B NEZ BRI A AE Y Zhang U0 R
eGFR J& MCD S EFET- sz il N 7. 08 F A
PG AR G 2R MCD i R 25 a1
&,

M RGP 2 A e D RE 2K L. 51 B
AN B E RN — ., E R RE AR R A K R TR

CD, Z kBB W n] 51 B JE kb HEAE , 48 RFR 73

o AL BUVEM AR . Mg B2 BT 40 2 1k B RE

PG IR A R 190 B, 14 00 0 2 8 T B iR GO

LR AR, L 70 20 B Hh AL BUJE R B AR

52 % k45 888 R TR, CD i & IF B 3 0 #E A2 L

AABIZ UL, AL BRI UL AL 1989 4E 4l 2 )2, 3%

Bl CD 52 & M8 #698 & 4 5 v 0 A28 AL T Be

ANTA] . EL R AR OG0 DL/ B AN ik R e 2

DI R 2R B R 22 SRy R o 21 DR R A 4G

i UL 5 28 M2 MPGN, 5 CD K[l 9 /&, %

A Z AU AR IS B 4 M 55 3 2k 77 R | B

Uik 51 e 52 G WU T B I P2,

ASCHGE 14 CD 5 4 A Ak BB G A

AA BITERYFEAS B A B CD P 9 25 6 MR AH G

SCHR  CD B 5 0 2556 E B 3% G BT K, AT s 4%

ol & R PR L F DL AA B E Ry A

A5, O MPGNLSVL TMA AL, I R &

JiFEIZYY CD W R Y B S B # IR E L E 2D

A A &R CD AUAL L H IR 1 23R 3L 1 21 ¢

SEAN Gl 1) A BRI 5 1V 25 R A R L 3 I A B

T A o 55 o B Sy D B A A T A A o B 2

XA B TR R B R T

Vg Il PR B2 U 7236 97 2o A b B Y RS VA L & 2RO

IR TR,

RS A MRS B WA AE A 25 i %€

5% 3k

[1] Castleman B,Iverson L;Menendez VP. Localized me-
diastinal lymphnode hyperplasia resembling thymoma
[J]. Cancer,1956,9(4) :822-830.

[2] Murakami M,Johkoh T, Hayashi S,et al. Clinicopath-
ologic characteristics of 342 patients with multicentric
Castleman disease in Japan [ J]. Mod Rheumatol,
2020,30(5) :843-851.

[3] Dispenzieri A, Armitage JO,Loe MJ,et al. The clini-
cal spectrum of Castleman’s disease[J]. Am J Hema-
tol,2012,87(11):997-1002.

[4] EIl Karoui K, Vuiblet V,Dion D, et al. Renal involve-
ment in Castleman disease[ ] ]. Nephrol Dial Trans-
plant,2011,26(2) :599-609.

[5] EE{R. Castleman ¥ 1Y 1 F K HIGIF T, 4L
JIE 755 2% 5 . 1998, (4) :58-61.

[6] Yuan XG,Hu W,Chen FF,et al. Renal complications
of Castleman’s disease: report of two cases and analy-
sis of 75 cases[J]. Clin Exp Nephrol,2011,15(6):
921-926.

[7] Lane T,Pinney JH,Gilbertson JA,et al. Changing ep-
idemiology of AA amyloidosis:clinical observations o-
ver 25 years at a single national referral centre[ ]].
Amyloid,2017,24(3) :162-166.

[8] Robinson D Jr, Reynolds M, Casper C, et al. Clinical

epidemiology and treatment patterns of patients with



%3

e, 45, Castleman Ji i LB R 25 G 1E 0 2 SR B VE M R 4 1 400 SCik &2 > .

209 -

(9]

[10]

[11]

(12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

multicentric Castleman disease: results from two US
treatment centres[ ] ]. Br ] Haematol, 2014,165(1):
39-48.

Stone K, Woods E, Szmania SM, et al. Interleukin-6
receptor polymorphism is prevalent in HIV-negative
Castleman Disease and is associated with increased
soluble interleukin-6 receptor levels[J]. PLoS One,
2013,8(1):e54610.

El-Osta HE, Kurzrock R. Castleman’s disease: from
basic mechanisms to molecular therapeutics[J]. On-
cologist,2011,16(4) :497-511.

Sullivan R, Dezube BJ.Koon HB. Signal transduction
targets in Kaposi’s sarcomal[ J]. Curr Opin Oncol,
2006,18(5) :456-462.

Liu AY. Nabel CS, Finkelman BS. et al. Idiopathic
multicentric Castleman’s disease: a systematic litera-
ture review| J ]. Lancet Haematol, 2016, 3 (4): el63-
175.

Beck JT,Hsu SM, Wijdenes J,et al. Brief report:alle-
viation of systemic manifestations of Castleman’s dis-
ease by monoclonal anti-interleukin-6 antibody[J]. N
Engl ] Med,1994,330(9) :602-605.

Yoshizaki K, Matsuda T, Nishimoto N, et al. Patho-
genic significance of interleukin-6 (IL-6/BSF-2) in
Castleman's disease [ J]. Blood, 1989, 74 (4): 1360-
1367.

van Rhee F,Wong RS, Munshi N,et al. Siltuximab for
multicentric Castleman’s disease:a randomised, doub-
le-blind s placebo-controlled trial [ J]. Lancet Oncol,
2014,15(9) :966-974.

Nishimoto N, Kanakura Y., Aozasa K. et al. Human-
ized anti-interleukin-6 receptor antibody treatment of
multicentric Castleman disease[ J |. Blood, 2005, 106
(8):2627-2632.

Horna P, King RL. Jevremovic D, et al. The lymph
node transcriptome of unicentric and idiopathic multi-
centric Castleman disease[ J]. Haematologica, 2022,
108(1):207-218. .

Ruggieri G,Barsotti P, Coppola G, et al. Membranous
nephropathy associated with giant lymph node hyper-
plasia. A case report with histological and ultrastruc-
tural studies [J]. Am J Nephrol, 1990, 10 (4): 323-
328.

Said R, Tarawneh M. Membranoproliferative glomer-
ulonephritis associated with multicentric angiofollicu-
lar lymph node hyperplasia. Case report and review of
the literature[ J]. Am J Nephrol, 1992, 12 (6) : 466-
470.

Keven K, Nergizoglu G, Ates K, et al. Remission of
nephrotic syndrome after removal of localized Castle-

man's disease[ J]. Am J Kidney Dis, 2000, 35 (6):

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

[32]

[33]

[34]

[35]

1207-1211.
Yamada T. Serum amyloid A(SAA) :a concise review
of biology,assay methods and clinical usefulness[]J].
Clin Chem Lab Med,1999,37(4) :381-388.
Okuda Y. AA amyloidosis-Benefits and prospects of
IL-6 inhibitors[ ] ]. Mod Rheumatol,2019,29(2) :268-
274.
T HERH LR B AT AR SFL 56 161 B UE M AR AR T Y A
AT KGR 4y A [T ). &2 B4 (BE 22 j0) , 2021, 48
(2):188-194.
Xu D, Lv J, Dong Y, et al. Renal involvement in a
large cohort of Chinese patients with Castleman dis-
ease[ ] ]. Nephrol Dial Transplant,2012,27(Suppl 3) :
11il119-125.
Dispenzieri A, Fajgenbaum DC. Overview of Castle-
man diseasel ] ]. Blood.2020,135(16):1353-1364.
B3 L, 8 LA, Castleman g AF 58 3 B[] ], I IR 1M &
2R, 2022,35(7) :534-538,
ZEAHT . TR RS BUB R, 20 i WA B Castle-
man i & IF B W &5 & Ak — 51 3 SCEk & S LT]. |
R o WU ,2012,21(7) :437-438.
XU & 55, A B, 5. Castleman 5 2K & B 361 2 DU 41
e Koscmk A3 A LT A A B Z 7, 2019, 35(8)
621-624.
Wang L,Chen H,Shi J,et al. Castleman disease mim-
icking systemic lupus erythematosus: A case report
[J]. Medicine(Baltimore) ,2018,97(38) :e12291.
Furutera N, Fukunaga N, Okita J,et al. Two cases of
idiopathic multicentric Castleman disease with ne-
phrotic syndrome treated with tocilizumab[ J]. CEN
Case Rep,2021,10(1) :35-41.
Zhang L.,Li Z,Cao X, et al. Clinical spectrum and sur-
vival analysis of 145 cases of HIV-negative Castle-
man’s disease:renal function is an important prognos-
tic factor[J]. Sci Rep,2016,6:23831.
Zhang X.Rao H.Xu X.et al. Clinical characteristics
and outcomes of Castleman disease: A multicenter
study of 185 Chinese patients[ J]. Cancer Sci, 2018,
109(1) :199-206.
Nasr SH, Valeri AM, Sethi S, et al. Clinicopathologic
correlations in multiple myeloma:a case series of 190
patients with kidney biopsies[J]. Am J Kidney Dis,
2012,59(6) :786-794.
West KP, Morgan DR, Lauder 1. Angiofollicular
lymph node hyperplasia with amyloidosis[ J]. Post-
grad Med J,1989,65(760) :108-111.
R WA R A AL L AF . 3E 7R AT 4 bk R AR G
JUE A5 (0. B 5 45 32 B ' B A 2% 5 20138, 22.(6)
526-534.

O3 B #.2022-04-07)



