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#FSIBEE: IsA KRB, &, Rty v -<#@#m4 (Reactive Lymphoid Hyperplasia)
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TgA BOBURIBSES, TERPEARED TR IC XY
BEFIGHEMLTE TS, L LA TOREAEBEE
BB [HERSEER) REWER ORE T, 40E
Bl x5 T XY, FRREFET AR WO
2,000~3,000% 1. 1 BIC, BkKD 500~1,000A% & 1 5
HE LA, shb IgA BEMREREIECEE,
HEEC R T 5 RYMEL T L OUNEBIERCRE R
BT EREW. L LRARBWCTI HOAEER,
BURBRCEEHLRBRSRD L L0535, hbK
AD IgA BMRIBEZEREDO b 0, HRMEOLD
PEth, MEOENIRELZ A LELEDS. b
hbhi45EIBEO 2 C FHEHT Lic BFwr dys
agammaglobulinemia (IgA Ejh/kigfe) & +-IKIE @
reactive lymphoid hyperplasia & fF U7-iEF4 &E L
TeDTHET 5.

AEG : 561%, B, ABE

TR : RESBRBEGEMEE TH 5L, B iE
L.

BEFERE : 235 T= 3 V 7, 55mCHERIA.

B BYRFCRBLET LN D - 1. BRI
F9H, BERTEORERELEMIN, YBAR
Liz.

ABRRSFTR : RBERRBIBIF. 4836.7°C, FRT0/
min, [f1F130/90mmHg. BT RC, KWE S IO HE
WZRELEDII - T

—BBREFR  BEOSETTA T v69.6%, a-/
w7V v3.7%, @ rwFYv10.4%, B-Ie 7Y v
9.5%, v- /e 7Y VEBHETAT I VINEL, e/
BR7Y)VELY v-/r 7Y VIHET, CEA §33.3ng/dl
LBRELR, BANABR T PSEOBERKRELYT LT
Wwic (E1).
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% 1 Laboratory Finpings Before Operation

Peripheral Blood Serum a—Fet, Prot. negative
Hb 14.9 (g /d1) Na 141  mEq /L C.E.A. 3.3ng /d1
RBC 483 (%10%) K 5.8 mEg /L  Cooms T. (=)

Ht 42,7 E % % c1 102 mEq /L UBs Ab. negative
Plat 19.3 (x10* Ca 4.5 miq /L

WBC 5800 (/ m®)  Sugar 113 mgq/dl 1eG 366ue /4l
s . IgA Omg /d1
Eosino 2 Liver F.T. ol 46mz /dl
Baso 0 TTT 1 U @ e
Stab 13 ZTT 2 U oG, T.T.

Seg 46 T. Bil. 0.5mg /dl fast 113mg /dl
Lymph 30 GOT 17 U /L 30! 157mg /d1
Mono 9 GPT 26 U /L 60" 202mg /d1

Coagulation Test LDH 244 U ;L 120! 142mg /d1
Bleed T. 2100" Ch. Est. 4730 U /L
Proth, T. 10, 7" Al. Phos. 99 U /L Blood Type ( 5

{control 10,7") LAP 36 U /L i +)
PIT 58, 2" 7—GTP %5 U /L Renal F. T.

Urine Total Prot. 6.0g /d1 5-Creatinine 1l.4mg /dl
Protein trace Alb. 69.6 % S-Urea N. 15 mg /dl
Sugar (=) a—Globulin 3.7 % P.S.P. Test
Urobilinogen N(+) @~Globulin 10.4 % 15! 45 &
Sediment N.P. 8—Globulin 9.5 % 30! 20 %

Stool r—Globulin 6.8 % 60" 15 %
Occult Bl. (—) AG 2.16 120 10 %
Para. E. ( - )
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hHh, Bfgdem (PS,HN,) ¢, Billroth 13T EY)
BfiefFosc L. TIEBYHMMR L D lom T
FIRICOTME Ui, T 38BWiR o KB SBRL K ok iE it
REY BRI Bodtctzd (BR2EREE), ML EER
Lick C ATREEI 2 TRABOMR Th - . L3

ER2 URET-HBEHROBREERERS:
—EIE

RirbFEMREEEL, Billoth THCHERY&Y
Tolz. BERBYSHOERCIEEERERRD I
£} 7.

FHEA : B3 UMEAEE) o2k { §HhHok
Bl EEYF T+ 54x3.5cm k¢ Borrmann [ 8 DO



104(104) B, T+ DReactive lymphoid hyperplasia

BT, TR 2mm Ko S AR EERENTD
hé. BEEROBKED, SLEBETh-T (El
4 (a)). +iBB o RESARE, HEEEBACRK
FOOHBERNES V) v RROMENED bh reactive
lymphoid hyperplasia (RLH » LI FB) O#ERL T\
5 (BX4 (b))

MEBBIRITC, ME4HBLIVEOAYENG 6
HE X v oGk Lic. U LHERIBIE

b
.
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(a) BEHESOMARSE

AMscasE 14 15

I 38°C~3°CoRBAE X 1oL, EIMERK D H525,600
[mm® LU RER, RER, HLBEROBRY
ERbE S RIEL, WiioRFEsr w7 ) YRIEDH
Bry, IeA RBrX? BYJELE 2. REImT
V) v2.5¢ & 3 HEGAR L SHRAREL, HHEI9BE X
R HIR, Mk35R BicBginER L (B1).

ﬁa&%ﬁ‘)’ﬁﬁ : 78T DS feihigiE (SRID: Single rad-
ical immunodiffusion) =X % ®%E 7Y v JIET
13 IgG 366mg/dl, IgA Omg/dl, IgM 46mg/dl -3 IgA
DB\ L 186G, IgM OEBLETH Bobhi. Lx
L, Mitkosr =7y vBEBOWPETL IgA 1ER L
LTRELT-523, 1gG, 1gM IEE TR & T
muite. Wtk 2 fEomiE, WREo IgA oRET
3, mED IgA 1.5mg/dl, EExEh o IgA I 20.6ug/d]
ETEHD 1100 TFOBECET LT, Y VB
Mgz l,740/mm® L EEHEFEL, T, B cell 5L
EETH 7. KMzt 5 Ig bearing B cell i3,
IgG bearing B cell 19, IgM bearing B cell 0.5% &
JEH A is <, IgA bearing B cell iz RV L2 725
7o. PPD 32 x3mm L&, IgA Hifhix PHA #
TRAD LR - (F2).

REBRKBE TR, # IsG &(D}imui&ﬂi
ﬁb%%ﬁ#&%htm,ﬁ1@4umﬁuﬁbﬁ?ﬁ
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1 Post Operative Couse
) e 13600 9200 6300 £ 700
WBC/cmm 9000 22500 ¥ i
] s
Antibiotics/d CEF 4gm
HELHOUEYAER I CEX 4gm ] | GM 120gm Neomyson |2gm
Immunoglobulin 2.5/day
Op.' 3 Corqer v 115 ) 1724 --------34 Day
39CH l v
Body discharge
Temperature
" 38C|
37C | l I | | l ! I | ] I ’
36CH
% 2 Immunogical Examination
1) Serum Immunoglobulin
a) SRID ( mg / d1 ) Oct. 1 Nov. 8
IgG 366 840
Igh 0 0
IgM 46 168
b) RIA ( mg / d1 )
IgA 1.5
2) 1Igh in salivary secration
20.6 ug/dl  ( normal 2116 ,g/ dl )
3) Lymphocyte Subpopulation
Lymphocyte counts 1740 / mm?
E~RFC 67 %
CEA-RFC 16 %
1g bearing B-cell
IgG 1 %
IgM 0.5 %
IgA 0o %
4) Anti-IgA antibody in serum : negative
5) Tuberculin Test : 2x3% mm negative

%3 Level of IgA in the suedrnatant of cultured lymphocytes stimulated by PWM. (ng/ml, mean+S.D)

Donor of non T-cell

Donor of T~cell Age of donor .E. K‘I_ - K.
Ho£. { normal ) 56 y. 706 +165 655+102 | 207433
K.I. ( normal.) 26 y. 2350+61 291 £76 78£10
T.K. ( Iga-defic. ) 56 y. 5577 562+167 36 +14
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HIBERARD bR BT ET, i IgA 34 BE»s
hish ot (BES5).

FITC ZEabie + IgA mEd A itk
AL ERECRT S IgA EAMRE TR, ¥EE
HEMZ IgA EETEMBES BEZ DR BT &
ot (BE6 (a)). Hiev + IgM miEciy, IeM BB
WAl sER»LhE (BR6 (b)),

T, B y v B4k, BRI IgA EARE 2K

(a) B¥sEws? 5 FITC fmikbic + IgA miE+
Fvi IgA BEABEMEOMERE,

B, T =# DReactive lymphoid hyperplasia

EH6

Hisesk 14 1%

FETLHAMTHEE OV VR, FEER HE) 31U
26 E (K1) 5B, Teceel 35X non T
cell w43, PWM (GIBCO -8 %1%, <A 7®m
Fv—+ 1 (Falcon #8) % A7 BEIEEL, %£0
F@ho IgA » RIA o CHliE L (R3). g% T
cell #F%¥% non T cell RinL i TR, £h%
N 55747, 562+167ng/ml » k< RIBLTHED,
function 3, X <, suppressor function o FUE$ 7oy &
zbhn, —FHBFE non T cell T, BARHRX
DEEE T cell #mLicd 0T, HE o T cell
st LCix207433ng/ml &b ie RIS B 4%, K.
o T cell FENTI278+10ng/ml, B T cell FinT
36+ 1l4ng/ml FIEHIEL. Tl bB U v RO
HbDEEIEL bR,
£ =B

IgA HHAERIERCRT 5 HEE B LTH50,
HibEE, HRELY, ARCETSHEORFTRERIG
FHE LTV, IgA OBRBRIBERARBPC S UL, K
KD2~14LECHREBETH D, 19774108 £ Tic
STRlo#HER R+ 87, T oWNBRAEAR208T
Fiovs, IgA BfURBIEIR Ammann 597 ZiuE, 1D
MmiE IgA Smg/dl LIF, 2) fho#fgs s =7 Y VICKiB

helper

(b) Bkt 3 FITC @aEite + IgM g%
Ao IgM BE4AREER oMM,
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Dk, 3) MREEEIEETHEIE, O K
BHAEEETIEECHHLOT, T cell fo BEEL{
5 Ataxia-teleangiectasis % hypoplastic Thymus 7¢ 2%
BRuwicbnd BELTWS. LALIMWLYCEBE
IgA BRURIBFE ML ORBERE X &35 2 &2384,
LD, Dx@mETIERWE LTWw5.

SIEF T, MmiF IgA 12 1.5mg/dl RIA) TH %A
1gG, 1gM {3 /xiB% Babisinote. PPD i X 5 Aifa%
FEREVLBEME TH - 7o2d, PPD RULITAEHS, Ry,
BUHBEBO AELEOETR EEIh2T<, PPD o
ST RRERE L HE LA, BEE CREK
EFHELTOLZ L EeBETHE, D~3)0EHELH
U, MM O¥ERECHTUTE B,

IgA REBIED Y v <Y, IgA EAMAEL, Deles-
pesse B°3 Y v AERENTISIE IE% T IeA B4R X
BALTOBEDRENE LTV, —JF Lawton 57
3, U v osERE, IsA EAMBRICER L LT,
¥ f= Gajl-Peczalska 5130 v/ <ER¥, IgA EAMpas
ELREFEFIEML T3 EBELTH5. bhdb
HoOfEFITIE, Vv BB T, B cell subpopula-
tion XIEH TH - 7205, Ko Ig g4 B cell 13
1.5% & &b TA, & IgA ELxflze<#
Bdohhieh ot ZhbHO PRI Delespesse o AR &
FUL T

Waldmann £,z 1 % & IgA deficiency o RO 1
i1, T cell o suppressive effect TH 5 Lh~N, T
B cell g{& o maturation RE 1= & 5 & Delespesse o,
BHELTWS., Li L Atwater 5,91 helper T cell
O BE LB IgA deficiency o WHEM R R L T\
5. bhbhul, BIDOITELEL 2 NORERALBEY
v 3R%, T cell, non T cell /L, PWM HinF
7 AREER Lctko 1gA BERYBRE L. EEA
HEOBRAREL HCRAEORABRLBEALED
Aadbhnd, BE T cell 2 FEEA non T cell RS
EHETREFA A EARB L RAET, BE Tcel o
BREIEECTH-7. LH»LEE non T cell LIEFHA
T cell DRATIREAH O BEAKRC HBELETL
Tkbh, B non T cell o BEEEEY RET5 R
ThHote. Zhik, Waldmann, Delespesse & B cell
maturation REFER & LIFTR TH - 1.

/B RLH (LS BIES & TgA deficiency & o
BiE o\~ Tix, Hermans £,'V3 idiopathic ¢ dysag-
ammaglobulinemia B E I/ NBRLEICIH -5 RLH o
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LR, “h LBIE L Giardia lamblia ORI
BLTw5., gl hboRBICEEREBRSEGH LS
T T LR E LTV5, Gryboski 5124, selective IgA
deficiency D13 DB E /MR RLH 2#4& LT\ 5.
LA LA BTt dysagammaglobulinemia ¢ RLH
DEH LTV BEAOHBEIZR S, FRERER O
OB|EL Dl REGIL IgA HEKEE, FE-
+=388 RLH % &0f URER TR TIIES & &
bhb.

IgA Bi¥/RIBEE 4% primary 5s idiopathic 7§ D ThH
BHEUIES%CH A%, Hermans 53 Giardia lamblia
L o BAwIc X % idiopathic dysagammaglobulinemia %

EL, ZOERDO BR Z20EIHE Thot LT
5. WIEGITH BREMEII0FBETEUTWBH, A
bRy ORATT R TR FEROFALE IR RIT 2L, 23
BCY7 Y 7TREBBELTVHDARATH . LL, <
59 7 ORRYUC X 5 dysagammaglobulinemia @ F4 D

%37 <, idiopathic dysagammaglobulinemia X%\~
%3 primary dysagammaglobulinemia (IgA BiJfh/xig
fE) LBMR L.

IgA BORRIE © RGWER E LTIL, H4EDE o
L REre7 ) VHBREEE LT, BER v a7
) vEIAY, plasma O£ R REL IR TS, b
hbh o EATLHIEWEARE L LT BHER 1-7'7
TV vEEEL, BRFLERYEC. Lo LEme, 7
FA~OREORELH TS IgA BMREBED BED
mciiin IgA HhOFETHZ E23BY, ZDX)5
REN M MOYLELTHHA, BIATCH IgA Hifk
PRE LT b, AT, # 1A Hitkic
XBv gy 7IEFIOBRET HETH DD, Pineda 59
BT ml o T RT LIERE B#EL TS, 2
hoit IgA Hifkv B35 BECH LG, SRmERo
#5, BFREFL&HN'S, 1gA BERBEREOHM'
EOHENr DB, BMmMELEETHETL IgA Kif
EOMKZ I T5DONEE L.

% =

bhbhud IgA BKIRE  B%, T RLH
EP LIABMEN L EEB LoD T, REFNERL
BEBBIOEERYIMLBE LI

COBRXOBEIHEIEBABEREEEEESE (RK
) mRWTHEL -,

X B
1) Mk B (EE) : BEARERBRETLE
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