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= Abstract=

A Case of Angioimmunoblastic Lymphadenopathy with Dysproteinemia

Soon Pal Sah, M.D., Chang Soo Park, M.D., Sang Woo Juhng, M.D. and Joo Yong Yoo, M.D.

Department of Clinical Pathology, Chonnam University Medical School

A case of 53-yvear-old man with the diagnosis of angioimmunoblastic lymphadenopathy

(AILD) is reported.

This case represents a deficiency of the T-cell regulatory functions probably predizposing

a nonneoplastic proliferation of the B.cell system with immunoblastic transformation of many

lymphocytes and excessive production of immunoglobuling, which ‘had an acute onset witn

peneralized lymphadenopathy, high-grade fever, weight loss, "hepatosplenomegaly, skin rash

with pruritus, and malaise.

Various laboratory studies showed polyclonal hypergammaglobulinemia, anemia with positive

Coombs' test, leukocytosis with relative eosinophilia and lymphocytopenia. Serum immunoglo-

bulins (IgG and IgM) were increased but IgA and complement{C3) were within normal
level, Blood T-lymphocytes were markedly decreased in number,

Histopathologic findings of lvmph node prior to therapy were characterized by a) prolife-

ration of immunoblasts,

plasmacytoid immunoblasts,

plasma cells and lymphocytes, b}

prominent proliferation of arborizing small vessels and ¢) deposit of PAS-positive amorphous

material in the interstitium.
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Table 1. Hematolegic findings
S mn ]ssmn_ - S : . - ..__l___.......,..i....-- _ W - : \?_
Test h R o e
QBL{*&;"Jﬂn,cﬂam} 300 259 386 140 425
He{z/100 ml) 28 8.2 11. 4 13.1 13.3
Het (56} 26 24 34 39 39
WEC /cmm}) 135, 680 7,570 6, 230 &, %20 f, 100
seg., (0) i &0 70 i3 T
stab{%) 2 — - 1 1
rmpho, (%) 24 28 23 20 22
raona, [56) 2 3 2 — 2
eosing, (58 16 9 3 B 7
ESR{mm/hs) 63 at
Platelet{million/cmm) Lo 7 7.7 ] 111
B.T.{min) 175" 48
C.T.{min) & i
Proth, time(9%) 73 a2
LE cell - —
Coombs’ test:
direct + +
indirect - —
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Table 2, Serum protein and electrophoresis

P e DT

Admission Date

N [ I [ | N V
Test 4/11/81 6/4 /5 11/17 G/8/82
Total protein* 7.1 7.0 5.9 fi. 4 6.0
Albumin® 3.1 2.5 2.5 2.6 2.3
Globulin®* 4.1 4.5 3.4 38 3.6
alpha-1{%) 3.z 4.8 3.6
alpha-2{%) 7.5 B3 9.2
beta () 14.0 14.4 13. 8
gammalf) 33.4 36.9 34.4
*(g/100 ml)
Table 3. Blood chemistry and serologic tests
Admission Date I I i v ¥
Test 4,/11/81 6/4 7/5 11/17 G/R/82
Alkaline phosphatasze(U) 2.6 3.3 2.9 2.5 2.2
SGOT( 27 20 25 28 24
SGPT(U) 17 15 20 17 19
Cholesterol {mg/dl) 70 102 al
Bilirubin {mg/dl) 1.2 1.1
TTT{L) B0 8.3 7.8
cer e reactive-------
vDEL e non-reactive------
RA ceresomon-reactive -«
S-iron (ug /dl) 17.6 a0. &
208 130

S-1BC {ug/d1)

45 A£3e¢)4 =}, Prothrombin time 2 7T3I%E It
5 ¢l 2 LE 5 2}2} indirect Coombs 7 Al £-4e]g o
v} direct Coombs A 41= ebdolgic), 4 2l 4 =
Mg e trace 9 5t Bence-Jones Jr-2- S4o] 9 ),

e B PO R R R Y §
100ml sk 5.0g/100ml = @& F248 Fobeh 29
a 3dlel @A AP YNG4 ArFRNE
o] Fr7bml AFelgi o (Table 2), CRP 34be] o4
elgl et k2157 4k VDRL 31 RAF1Abql $-de]gl
v} { Table 3).

shabel WS A9 B4 A A4LA L Table
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of IgM 2 i asa Aardalale w4 g F
g ed dAGSESY FARHdT gl Z

2,660 mg/100 ml £+ 218 mg/ml & ©la] FriEgl o
IgA 2} C3+= AHY 7 705 3 a4 ql=] sl w3 o3
i g ¥dc), 2zla E-rosette .0 2 el whEd
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MERT 38~53%2 EWMLc L5 9l
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B 2HERY EE#Ee da = Ao glofdds &
ehije}(Fig. 1), H-ELF o4 BHAR, &,
W LR 8 e el fFRERS) 2] HAsdx
(Fig., 2), reticulin @efl«] 4] fiEeihs] (R0 HA0
+ ¥ 9 dgdos (Fig. 3), PAS Qufaeld SiEile
PAS [BtesoEe] M o MBS f#Eseo slold

i3

— 526 —



—EEA A BRRERRES FET OFRES Y BERE 1 -

Table 4. Immunologic studies

* Admission Date I I ¥ N V
"H\
Tests . _ 4/11/81 6/4 T/ 11/17 6/8/82
IgGo0(1, 144 ~1, 48)** 2,730 2,110 1, 500 1,485 2, 660
IgA*(145~355)™ 260 275 230 220 225
IgM* (74 ~17H)*" 208 215 144 148 248
C37{76~130)** LGz o0 a2 127 130
T-lymphocytes: rosette
total{% ) (60—~T0)** 42 ad 38 53 49
active{%) (21 ~35)** 16 17 13 12 19

* mg/100 ml ** normal range
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