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Adjg]l =8 =4 F2 Castleman's| ##le] H2E
“EAZE Gl G4 FHE PEAFAF LR B
% e]% 2 Castleman's disease® &2+ 57
A gFele), o] e 2F 19719 Keller® 5o 23
oA = e 8, 3 2A-F0en gAY
oz FEEgc 2% 2A4A-dPYL AYH=ZAF
Alze] B2 G o R &ghaln) ojge] Zajokizt
#Hajdh Agez T8 chibd WAz wEse] HAA
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—

ZA2 Sakshx] g Fyolvh, elol diste] HEAE
ae of 10u %] 20% HeolA ¥ 4 slen] FAE W
2 4] (germinal center) & o 2 7H45 (interfollicular
area)sl] AAMEe AFo| AAF Folch FF| o F
A Ege g, wE o SalelZaday § AAF
i s

el mal 2o el B sbaled e o} A &
Aeo] gralzl upe glon) ofg AR F, ekFe|u sl
B4 Sofl 2%} chedl 23k kS|l 3 sl
g w| A FAlel 2g Aeolebe Fabe|+® i
o gleh el Hel o]z AR 3F oo

ol Nl AL

Fig. 1. Lymphnodes with various types of germinal centers: A hyaline-vascular type, B. lymphocytic type, C.

epithelioid type (H & E, A & B =400, C 200}

i =Re2 19306 104 209 A4l A e e i ata S
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A w24 (monoclonality) & Mol #H9tee B
8 o] obd A %ke] slgdde] AabEm gl SEvet
off A= 1973de] HFoz o] 3l cfdle] F547]
Alzbelela falmlal 17«7}~ aldbE 0 8 ¥ 1] o)
o, FEd A dles FE Y4289 niy
a2 ghed ol deled = F 5 o 9lA] ol

AT 197345 19803 2] A cfelm w4l W
2l 2ol A FA 5 AR = HZ A5 17a02) gl 2k-ui 2] &}
H LA o] F 3ole) YAARH e ui =a)5bea] 7
AE o] Fale] gl A4 g Bhle Agal=
A5 T8 woul® wal 2o 7548 7 A4s)g
ob-g2] ol Byl Fa el 99 FH2 YL 4
Tl

=i = U=

+ 947 d2d AAed 5 AUy B4z
BoAlskE 17eE d4ez dger] Alzts hema
toxylin-eosin 44 Fele|=gl Wity slelsl 252
Aebd st PAS 9 reticulin g 42 <43 & st
ez AR, JEAEA Hag4) efefe} 3
= 7l o sl xaety Hele AvE S dy
cf,

1) ¥F4] (germinal center) 2] 2.7] & el §{ > 400)
sl Al Aloks] 50% wlah(250um), 50~ 100% (250
~o00um), 100% e]4(500um) 2] H45Fo 7 Les)
4%, WY, Ad#ez EFagc, b F4 gy
HETH, ALY v 2Ad-sgiden YEaiq
t}(Fig. 1),

21 o 3k <9 (interfollicular area) =4 2b4 (vas-
cularity) 2] A=+ Al gbgd Bz HZ42 wol A
s wlagte] A4, +, +4, +4++2 SFEGD
HAAE AFAEE FL F|Fos BFF, o
ol ol FAHLH =i ol E (immunoblast) 1} o] 4
= B 2] Eflo] F 5 G| 24 a]edc),

3 7H (stroma) ®= wute] HF8 de 5 %2 3
Aletn 433 S5 g Zabalgic), Selle] & a4 2y
T Jelel A lebgl Tof 225 o] &8 M2y = 2
Eadlilgl, IgM, IgA, Kappa and Lambda light
chain % Pan T)& $/4 9523343 345 pero-
xidase-antiperoxidase w5 F3le] dA|sigdch, <

Aubge] 2tz —, +, ++ == +++2 5F85)
k. FHEToz e ol Ay gPzas
of Fatel o FHHETE dalghaa 4l v dY (nonim-
mune) &3 o] &-51¢

4) Y471 FZAL g FH A 2E Falel dslAe
Y71 E5F ddstdon] S Lade ZAE 54
ofl 4] &l 5ol e},

4 il
1. ZxE-8gtse] oa +H (Tahble 1)

H=bE2] vpo] B E = T4lel A 7640l o] =777 A
of 2E ¥EF wgow HF od3e 4145} Table
2), ¥HHRe Y o W 5305 713 getn g
o] F4%F, #92 ¢eolglh(Table 3), 94 Aule
7628 vy chide] akalg ¥al o & 233
of Ad 2E fFAeld AAFAE gigdD dAAG S
7k 7 57h Belloll A sEE il & ooy 2Eg
kst FEF T3 Aoy Dz A gz
T ge] FAsF s wledc), d oo o £E Fae
THe 7%= ot FaEY e AHE 2e|r®
},

2. HEMEYe Yy &N

e F3e FE bl Al Fel HAlsdn
x| HEe F2 A5 s 2o Table 3),
dal B2 R 304elH 604 Abe] o Pabel |
A ofFtel A Beb 4112 W]FE o] EEC
(Table 4), 4edolj 4= H1g o Seldh A4 F4E Ful
it 7hak Ak ol o] 7S whaw), o2 AW 4
AA A7 8T, dHAlEr 9 g gaa7 A}
45| 2l 2= prednisolone, persantin, penicillamin
8 Foldlr BEEla s#Eer alabsigich o8]
IgA AW F o 95 IgAs] 455 24l o g 7h-u] 5o
H AelEREUE Fel 23 144 |9} Table
4],

HEfstE oA

HAE 17409 F=A Table 52} Table fel
ekl Ao 28 “'l% El‘”a]'é W 4ol D ol of 4 =
271 = 1070 8] §l 2 F35 P48l oy gl
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Table 1. Clinical findings in 12 cases of hyaline-vascular type

Lymph node lesions

F ol o

Case Age fSex Clinical presentation
Site Mo, (size. cm) and associated lesions up (month)
1 17/M Meck 11(12xE8x4) Mass MF
2 59/M Meck 1{2.8x2.1 x0.7) Liver cirrhosis MF
3 [F MNeck 1 {4 x3x1.5) Pulmonary tuberculosis MNF
4 26/F Hilum, Rt 1(2x1x1) LRI symptoms RM
5 S1/M Mediastinum 1 (7.5 x6.5x3) History of tuberculosis ]
& T6/F Rt. chest 1(3x25x12) Status post-mastectomy
wall for infiltrating duct
carcinoma, Lt breast MF
7 22/F Interlobal fissure Mass NED [1M)
of jung 1 (4.5 x4.5)
8 27IM Hilum 1(5x35) Mass MF
G 20/ Lt. MNeck 4 (0.5 x 2) Pulmonary tuberculosis NED [TM]
10 41/F Mediastinum 1(6x5x4) Mass NF
11 33fF Rt. Hilum 205 x 3.5) Recurrent mass (Case 4) NF
12 23M Meck 10 (0.3 — 7.5) Mass MF

NF : No follow up NED : Mo evidence of diseace

Table 2. Age distribution of 17 cascs of glant lymph no-
de hyperplasia

——

PR

RM : Becurrént mass

Table 3. Site distribution of 17 cases of giant lymph no-
de hyperplasia

Age (years) Numbers HV P Site Numbers HY F

0—10 1 1 Neck 5 5

11 =20 2 2 Pulmonary hilar & 4

21 — 30 3 3 interlobar fissure

11 — 40 3 9 1 lntraabdominal 3 0

41 — 50 2 1 1 Inguinal area 2 a 2

51 — 60 g y) 3 Mediastinum 2 7

61 — 70 0 Ches wall 1 1

- 1 1 Total 17
Total 17 HYV : Hyaline-vascular type P : Plasma cell type

HY : Hyaline-vascular type P2 Plasma cell type

£ wglon] o] Je& 2AbA gl 1elE F
A 2 o],

E 17¢% 12+ A -FDH oz o[58 HY
Ho oabs w4z sl = (mantle zone) 8] £ ZT
So] dMad=al ¢kapylal 2ok(onion-peel) ] {9 -E 3]
£

i

slaich, SAMdEEz vlad € of 2o 55 o
7+ #l38 Al (interfollicular vascularity) & ¥ 32
)

a4l 2o F4e dAsactFig 2), 4edelHe 3

£ |ut g 2] 3 fe| Falol 3=, T
Ao 2r)e YAz de] vl L3Ho] of 532l
djE4le] dele vlma depsigcl Al ER EE 2
A}l -w o] gl o] 2ol 8] o] 4| 25 3} 240 Rl 2T
slo| Satslgich oo e 2eflel & FHE | FHel F
w5 8la8A 22 B AATE FHEA HE
27} odelaf] 7o FidEE A E S cHFig
3). 7 §F ool & W F 4o Hadglel AdTE ¥4
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Table 4, Clinical findings In 5 cases of plasma cell type

i —aer——— ==
h e lesions
Case Age/Sex Lymph node lesion Clinical presentation Status
Site Mo, (size)
13 59/M Mesenteric root 117 x4 x 3cm) Anemia, hepato- Mo, follow up
splenomegaly
14 51/F Peripancreatic 116x4x5cm) lgA nephropathy, NED for
simple cvst of 10 months
kidney, anemia,
serum IgA t
15 590M Inguinal 1101.5 % 1.5¢cm) DM, Progressive Death of
syslemic sclerosis, preumaonia
anemia, peripheral
neurapathy
16 34/M Peripancreatic 1{7 x4 x 3em) Anemia, hyper- NED far
gammagiobuline mia 3 months
ESRT
17 46/M Inguinal 4 (1cm to 3cm) - Mo, follow up

MED : Mo evidence of djsease

Table 5, Histologic findings in 12 cases of hyaline-vascular type

. —
——

Germinal Center

Interfollicular

Case No, Type Immature Fibrosis (%)
Size Type Vascularity  Plasma cell lymphocyte
1 HV ? HY ++4 — — 7
2 HV 5+L Ly ++ ++ + 10
3 HV S+L E ++ + B 10
LV} (facal)
4 HY 5 HYV +Ht -~
5 HYV 5 HY 144 B c
B HY L+5 E +++ + . 39
7 HY ) HY +h . .
8 HV 5 HV 4+ ' _ B
9 HY & HY + _
10 HV 5 HV ++ . + 50
11 HY s HV + Ly +5+4 b + 10
12 HW S+ L Ly +++ — -— seplal
HV : Hyaline-vascilar LV : Lymphoid variant  E : Epitheliold L : Lymphocytic S : Small : Large
C : Calcification
Table 6, Histologic findings in 5 cases of plasma cell type
Case No. Type Germinal Center Interfollicular Immature Fibrosis (%)
Size Type Vascularity  Plasma cell lymphocyte
13 P L+0G Ly ¥ +4 — .
14 P G HV + Ly + +4 _ 40
15 P s HW ++ et ~ 5
16 F 5+L HV + Ly ++ ot . _
17 P 5 HY + +4++ - .
P: Plasma cell L Lamge G :Giant  HV : Hyalinewvascular Ly : Lymphocytic
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N Fig. 2. Hvaline-vascular type.
= s The proliferative capillaries
A¥Y . o ow plump endothelial cells in
the inter-ollicular area (H&E, =
- 400).

4 q-, & Fig. 3. Some follicular centers
fie s are grouped together by fusion
* ¢ of their outer lymphocytic zone

e
K]
Y

el

e ot

gt
ek
II\-"'__'_‘I-I_ll :

L

sheda] whabalel Aty el Feuial EaTE H4
s 39 (Fig, 4)2} chekgt ghj o) 2ap-dadd e o
=A% e F507 198 FEsls 2SR, 2
aflell H i A8 vl 2T a5 Eua #AT
A58l Bellof 4] Eaf shedeh, & alef & AlArhet o
ol o ok4d 4 E] 5} BgichFig 5,

Goil (2F 30%) 2] ¥ Al 2 ¥ el M= o] L3} YA 2
fo] #Adn 24 -PPHH o} of 27} WasrE A
owl 4 (Fig 6) wiFAde 27]s cedatsdnth, siFds

e (H&E, =200),
G

Aee 2xa-wHE 44T g4 270 o 3
v 7o) 2ol o4 2AA-dE 4AE 29 AFeh
1e glelcH Table ), 2ellell M= A4 f§=2E F=271
Bl 3o B e dhe] gl = Al f e
Al alab e,

gt ghate) 7 gdel FlgHs ool A A
47 Aate Al Sarg 2o -HaE S wgo 8yl
F(Case 11)8] A%+ g (Case 4) 3] Lc} ¥
a4 2 8] 2ge] s o gl ETa e 34 A 10% el
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o 4 43)7} Fur=lgict,
1. HEMZ Y| WA ehotx Z M

chiofl o) &0 T 5 Jedloll A A4 g} o =2 5HE)
o 7 abA7E goksbyd Table Toll 4 2f 3o, 24
= oEEA wHyahg4E 2olev 1ol IgGet
lambda light chains] =& M=t ok S Helz ohEE
A (monoclonality) 2 HEpd b Fig 71 Sl 4
& g E4E Ml ole AALANPHABFo R 4

Fig. 5. Hyaline-vascular type.
Large fibrous mass with in-
¥ filtrative margin along the inter-
f follicular space is seen (H&E,
200),

upgl glaje) a2 a] 4 A M| Eok T Al 27} of el 4
chg faelgln HodzAgara A4 A8 Pan-Tel
of #hed of okde g sal=lgicl, e|fle| F oollsiA s
Pan-T «l ok4lal s Z8] 3 o] of L3 4 o L5394
A Euls]gic),

al -1

Ad) HEH F4 208 F FH7e] ddyel AdedE
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Fig. 6. Plasma cell tvpe. The
lvmphoid  fellicles  throughout
the mass reveal the normal e
largre Tollicle centers. The nlor-
-'___ follicular area 1s teplaced by
e aesive proliferation of mature
_a plazma colls (H&E, =40} Inae
i : =SB High power view ol plagma cell
BB P infilirales (HEE, #4000,

a e

g o ﬁ‘*ﬂﬂ;, 2 ! -] g # .. : A5 ._.u-u.-: l
I s R g g i o

a2 AL ' Ay
MW A e e F_Ewi

Fix. 7. Immuonchistoechemical
staining to the lambda  light
chuin (L) reveals strong positive
& reaciion comparing to the Kap
- pa light chadn (K (Peroxidase
F antipeToxidase o7 3008

Tabile 7. Resalts of immunohistochemicg] stadies inoolasma goli Ty pe

i Irferlo ljoulal P ol and SntrafolTjoular
[ase e, — e —
I I [105 JERRY Kappa Larrbida Parn T Fan T
14 + H + I +++ —
15 — - -t '
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Histologic and jmmunohistochemical compari-
son between reactive hyperplasia and GLNH#

Reactive lymph  Lymph node in
node GLMNH

Small (355480

um)

Follicle size
{mean diameter)

Large(610 um)
Polarity of + —
follicles

DRC distribution Zonal pattern
in follicle
Suppressor T cell
in interfollicular
arca

Concentric pattern

Few Predominent

Helper T cell Predominent Few

ininterfollicular
areca

Translerrin + +
receptor

DRC : Dendritic reticulum cell
GLNH : giant lymph node hyperplasia

o] o] mot ol 37l=| 2 Aok 4 g}, @D Ha4
ZHE A -G oz o|d ghefe Apal, @ 2
A -0 E gha] s3e Heubge] alelo] 23 o
AANzE s g FHY Folebs T3, @ 249 F
réApele] ofd o] gl Hole fFHelat: 7}
d¥e] glet, <[ F T fHA= 8 F=bellA 4] 7]
¥ 93 AlSEd =247 3 2E A7el g8
Hel =2 ge] &5, Frizzera® & 1492 3
g e A7 E Helf Yz 4z g A
g ot ool A ot =2 FYL Jehdlz 8ol ol 4
= e 278 F Ede, =4 8T delelH e e 4
7l ZE H3elHd oAe)Ale =as fRAseE = 2
7 o g 23 gE F45 e, oeby Al
HE Yol F44 79 (Proliferative type)ef 4] 82
MEe Hdel FAE 24 7% (accumulative
type) 22 o|#fidun Falslge, £ A7l E o5
A #k4d ol F (prospective study) = 4 4| =2 B3lde
o 1elell A 812 7] 3HE B3 e ¥4 247 £

Table 9. Reported cases of glant lymph node hyperplasia in Korean literature

—_—  ——  ———  ——— sl = —
Authors AgeSex Site Type Clinical presentation
=] 8 i 17/M Meck HY Mass
2124 A 2 29/M Mediastinum HY Mass
o 9 17/M Thoracic spine HV Paraparesis
{TE—10, IDEM)
7 od 7 2l 18/F Medlastinum P Anemia, leukocytosis
ESR, 5GPT,3G0OT &
LOH 1
i 1} 27/M Mediastinum HY Cough & Chest pain
2} 17/M Medlastinum HY Cough & Sputum
7 a7 = 200F Mediastnum HY Mass
&% = 1] 21fF Past. Mediastinum HY Mass
2} 31/F Interlobal fissure, lung HV Mass
3) 25/M Hilum, lung HY Weight loss & Mass
7325 1} 17/F Mediastinum HY Mass
2] 28(F Mediastinum HY Mass
25 4 9 S4/M Mescntery P Anemia & Indigestion
(ESR 1)
ol dled g 47fF Mediastinum HY Mass
dlal] = 2] 1] 3D/M Mediastinum ?
2] 50/M Mediastinum !

HY : Hyaline-vascular P : Plasma cell D : Decade

IDEM : Intrad.ral extrameduliary

ESR : Erythrocyte sed imentation rate
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Azkell A2 zo|7) gle 2Ad-gs o2 )4y
ot o] el 83 A AT F3 AA7) L7158
of dobgled Fadel Atz of A e, g4y
Keller® 4] 8lef|2] 22}3-# 3ol 4 1efghe] =fud
glom o faley gl A4E Exich ek ¥
gt A o] & F 3 3ke] o] o LB 2l F Fodo
© ofe{fu} Al7]E 39 Wil Ay gle A, P2
4 7)ef] M2 o] tdls 7 e LYo &) 2

4o ol#l rls4 B s Wy qkE alolef g
g e ohE weos 4w 5 ol FEEe] A
cf g £FF4 52 Wal ol el gl qb--4 w3
7} ol W 84 fale] ZEslE|ehe o2l 7la 7154
of 4l gley, AddzAdFAF5e] iz uhg
4 A4 9] glxde) zadly o) g 2283 L7970
of = dbel#e] glc}¥(Table B), Aoz Z=4l4] of
F2] 27| += 355-480umE F2v] 54 (polarity) & 4
A 3} ea) Akl wbal 2 dendritic reticulum cell) & -4
A ok4b(concentirc pattern) & & 4 3ok, a7 -d
B HAE A23 THEE F2 4ATAHAZE 5o
U+ b dheA FAA e 22 THZ 358 o8
o}, b Az A ST ealg-gaye] g
= s THAxe] g8} vlaaby wodulgale] of
B FhsAE AlabEl o gleh, =4 HAMTHe A S
chekdl AAlgat, S o4, dlY 5 saelEREdslE
ol flof = AlFEFW, wl:AlA ke, 583 (mya-
sthenia gravis)®®, T+ A&F, TH LS o T84
TE&7be, dast aF W FokE, "ok At
% (thrombocytopenic purpura), % @& 27} £2
dealat o] 4470220 Eulslt A of % sjuraly
F& S|t =§ Weisenburger®™ So 3k cpy
A AdF =g FAFe] o] FPAEHo|glen
ol G aloff Al oA TAlErb 2 eh=) gisial uf,
ol YA THE2 HLafjslef A Lz THEL u]H43
g glof] 7]al gt FA M Ee] FAFE THEAL 224
+ 4 et & Aol E YAMEGT dololid [gA
AldEn BtelEg e gl S, Al A kol U A Al Al A ¢
AASE 52 Sula e AL o)A e u
ae} o] wWedaha 7lA el Pald A AlEhe o2 E 4
sled, zeju ohgbdd g 2 1ellef A AL T4 Fub
o gleict, AdP =T FAFA Fulsls AlMEE
7le] ated & ol AR B4 qbeial sl glevg

wed NghAle) A Y 3 Aol YAUSE SHE
Aol 93t £458 A4F 4 sl 3 el e g
W, HAAANYAAG 5 H2AAF] Fof ook
Fae| A4S dodEr] e ot o7 Faly o
- sial F wodels gqle] AL g ALEAUE Al
T3 8l

22 Fo] aldzek THLe Hfo] B 7
AEHF4FelH Laz|n glen, 2 P
A E8a] T 1504 = o 27k2| pan Tel o4&
Hole gHaAl Lo} TAlxe 3] fe] asigich, 2
AMEeol THZE Lennert7}* &2 T #4252 2] doj
st Todik4 oA £(T-associated plasma
cell} 2 ¥ 24} o] 2 o|2fdt ATk THIE 4
+4 RrAEFA e A4 sy F2 T, /Leula
off sb4dE ol THZ 7|22 ofAzlcpPesn g2
el B F4 HEg] A2 okdg val 4 glon]
olalgt HAHTF THEL 75L& 2z ghzin
ol2] 2kc}, 1982y Scholosnagle'™ Sef] =& #cfjal=
ATAFeld g2 LFe] vagl oz AHojzl=d
FHFH tygEle] stgdel A4Ea glos Wei
senburger®® 52 by Aolgl 2 S A FellA] 409
okl Blmaga) Wb g W ooElee}, mE e ymela
shatsl dddzge] g E A (monoclonality) 3%
= elg] shpdE SgR3Ee, & od ghele =
ok Mz Ay F4 o] FrE|a olo] FHelo] F
ak8l 4 2= (oneogenic event) o] Foko 2 dha] 4] 7] k=
7| Mg A zbel] # 4 iAol E oelol s ledo] &
A el 4 E FAE gAsA & gatey JEFEY
+ Borh =4 HAMzEe A WF o o|albghe
(paraprotein) 2] F7}7} Subs]glvd] [gA A8 Fe] &
qbE AT 25 1gAs] S0, 2 3edA] IgGell w4 gl
5 89 AF R E R SE Byl HE Ak e
& ol Alghil 2] Hohet 2 L7ole A4S Sy
A8 S i), oebd Mg 22 SAS 53] M
23] Hf Ay raety g Ag T4 ghFEAe £
A o 5-of o] abeule] AHLAql 4 ZAlL Fo| 275
o,

Tl FHzAAT 1973 oflE Astoba] 17 W
slof Feleaz™® glon] o5 seofslal F 99 3
of, FAghAle] dulf 17~5440] 2 odulz} 9 7o
o, #5ie A FAF] s 285 elgde

— 212 —



242 9 29] 1 A

o 234274k 2213 -g R o] 2ed5ke]| 7k} 7
FHENM 47 FAMEY o wY o AT HYe
g F7krh FHks gk (Table 9,

gef Y HE

L2 19733 58 1989 d A= A Sl 2lm 2w}
o4 FA5 AdIAZHFAF 17909 Y-
A7AF #4513 5ol 2] gAML F Jollof] a4 2y
Z g ) 4g A HE g,

17445 12l 7F 223G a3 o) gl Sell 7} P2
Holadr), b4 E Mol 4ol 307} 2}l -g 29
ek, ALY -0 vlsle] o2 7L F
AHAZ FAFo] Azl wiF4e] 277 20 5L
chakdl wf F-4o] Hel 5 vl Yador a4
o] A f = T 404 A3e maka Jd wjg2 3
AR G5 sl el we] REIHE vk A 4
THE T2 Skl M fef Bxaja ookl Ha3
A substalet, bedle] gAAEHGT 2elleld HFE
A, 1ele] A IgGeF lambda light chainel] o3 gh&-&
A W 22 shal Y ubg-E dalon] #Gd o ek g
Frheh =g £ A4 e] alglc, S e
= 19734 o2l 2 1707} Ras gl o o] 5 2oute] &
A xHo|glin opbdd ghlo|u) Fokd A gl Gl
o},

ol 4] A E Filed ARl AdFAF F PAHE
HolHw ity #ldo] FAHE Yo o Ele]ete 7]
THE Al £ A&l ThEFEA L] EAlof el g
2 2] o] 4ot Fof| hgt 4 24 Fo| £5HY,
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iant Lymph Node Hyperplasia: Analysis
of 17 Cases with Special Reference
to b Cases of Plasma Cell Type

Jeong Hee Cho, M.D. Seong Hoe Park, M.I.
and Yong 11 Kim, M.D.

Department of Pathology, Seonl National
University, College of Medicine

This report describes the pathologic features of 17
cases of Castleman's disease, examined at the Depart-
ment of Pathology, Secul National University Hospital
during a period from 1973 to 1989, The lesions in 12
cases were hyaline-vascular tvpe and the remainders
plasma cell type. The pathologic features favoring the
plasma cell type over the hyaline vascular type included
a sufficient number to large-sized follicles. However, a
histologic overlapping between two types was present.

In the hvaline vascular type the age of the patients
ranged from 7 to 76 vears and they appeared to be no
particular sex predominence. The majority of the
lesions occurred in the neck and within the chest,
Almost all cazes presented with a solitary mass except
three cases. Neither conventional symptoms nor sys-
temic manifestations were associated. The plasma cell
tvpe was characterized by presentation of constitutional
symptoms, involvement of intra abdominal and inguinal
lymphnodes, in association with unusual clinicopath-
ologic features including IgA nephropathy, diabetes
mellitus, systemic progressive sclernsis, peripheral neur-
opathy, and anemia.

Immunchistochemical study was performed in three
cases of the plasma cell type. Two cases revealed poly-
clonal plasma cell infiltration. In a patient with IgA
nephropathy, however, serum IgA was increased and a
strong immunoreactivity to [gA heavy chain was found,
Another case, associated with systemic progressive
sclerosis and neuropahty, revealed monoclenal plasma
eel] infiltration (1gG and lambda light chain). The above
results support a possibility that in some of the plasma
cell type an altered immune mechanism is involved in its
pathogenesis.

Key Words: Giant lymphnode hyperplasia, Hyaline-
veseular type, Plasma cell type, Immuno-
histochemistry.
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