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 E. Castleman B (CD) XARE KB L34 MO ZE4EMNE, PHEEREE, hF B ak e BumigE
BB AR A T — PR B R R R R — e R A Y I, 1956 5 Castleman 5" JE X 3R 18 — Ab
By PR T 90 B 04 b 93 AF b 3k | 440 57 bk B 0B V0 R B dm o B I 3 A 4G TR IR AR Ay e B VR K B 25 3 4 (vascular
follicular lymphnode hyperplasia) , 1969 4 Flendring #= Schillings”#% tf CD ¢ % — W A 5 B A& | A fn fa 38 4 A H
A G ER, T ABKCENXE T 50 E, A8 ALAREK 10cm A E#H X4 E XKtk B 4538 4 (giant lymphnode
hyperplasia) . #F % 2 CD A A8 & 2R s R R L s 2 45 F WK T A CD W5 B AR ER SR+ 5k %, %
P Castleman %5 (MCD) 5 ¥ % .8 Castleman 3% (UCD) A E B % 2 % ,MCD % B IL &3 L # 2 h JaEirk L
KRELGRGZREREED B ZHRECLET 2, AR THEIATFMEMRE, MCD 2L ORI LE . ALES
&7 8 (HHVS) 48 % 89 MCDVP 4w 4k & % % % & Castleman & (iMCD) , B 37 # R L L5 iMCD 48 X 69 5m R, 442
CD WA FRITHELEER BAPREF TG RTE, AL EXEE, ALE L)% CD LB A%

TR
K4B1R) : Castleman % ; 3R L4 5 16 SR o &L 5 04 97
FESES: R55 XERARIRED: A T EHE :2095-512X(2020)05-0542—-06
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Abstract: Castleman Disease (CD), also known as giant lymph node hyperplasia, lymph node hamartoma, benign giant
lymphoma, Tumor-like hyperplasia of lymphoid tissue, is a form of lymphadenopathy of unknown cause, which is rare in clin—
ical. In 1956, Castleman al."’In 1969, Flendring and Schillings”proposed another subtype of CD featured with proliferation
of plasma cells, accompanied by systematic symptoms. Multicentric Castleman disease (MCD)’s commonly reported system—
atic symptoms are fever, fatigue, polyserositis, hepatosplenomegaly and lymphnode diseases, which are distinct from unicen—
tric Castleman disease (UCD). There are two kinds of MCD: human herpesvirus 8 (HHV8) associated multicentric Castleman’
s disease (HHV8)*and idiopathic multicentric Castleman’s disease of which any definitely causes has not been found yet.
reported a disease with active hyperplasia of capillaries and lymphoid follicles named vascular follicular lymphnode hyper—
plasia.. Lymph node biopsy and morphological examination are crucial to classification and diagnosis. In this paper we will
talk about the development of diagnosis and treatment of CD.
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1 Castleman {FRI5RIE 52

CD (Castleman disease, CD) ¢ # ik [ 45 5 B 2%
BRI 43 3PS, 43 1) ki BH I AE 7R R A i Y
IRAM(LF 1), Benjamin fi 7 HEE R 14 50 3
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A 1L A 1 CD 5 UCD M RRIE i i — 207 3 : UCD
i B 7R3 % Ohy a7 I 4 AR iMCD 38 Ok 2 41 i
RIUFNR A, HHV-8 AH 5¢ A MCD 38 5 J55 B2
AR

*1 CDIRBEHEERELN, HIHLA

Tab.1 CD can be divided into three subtypes according to the pathological features of lymph nodes
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SR R ARV PR SR R 2 A R
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Tab.2  Diagnostic criteria for IMCD
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WA TIRERERT . WA FEE 1Y CD 41 5 Rl i
KA K A {HAE UCD % WL, 18 % 2 414t
ek 85 A0 B SRt BefERinyy i 2452 CD
S AR BB VDB AELY FBE B B R T Ay — T
3.2 POEMS 44&-4E

PSR AU A R 2 R G A IR I
PhZ2 R T Bl e 2 (3 B IO i B A MR
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Tab.3  Summary of laboratory and PET-CT examinations for CD
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