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Reagin {§#)# carrier protein & L T IgE #¢
ARVLICE VEE SN TLUR IgGE cB§T 5 %
BALFR, REEWFOFRITISEICESL T
B/, Z LICERAREYIZIZ Johanson? iz k 3 M
HIE EORMHBELUR, BT F v—HK
B, FHERBYEIZBT 55 IgE mENESE

E

BIZiITHL 3N/ kv k9, fiF, reaginme-

diated immunity HBEEA L b T &g
KR ChLE GE EXBEE R TREXHN, £
NEBC DV TRTHL S S, BESHS
DNEMERRIDIcHKTE, IgEEAFEICHEL
TTHERNEEA2 L IgE oM OERELHE
RhEEHENTE L,

4mE#E#: RIST (Radio-Immuno-Sordent-
Test) k2 AV - EREMEEICBIT2 0E
RE fEnfIE # 1T, THBEROEESRL LD
BEICEEL, BEBENT TLAEEHN, M
B, BEENCERNLER TH 5 Hodg-
kin 7% % 0 BB R 1% & & IgE i, SR80l
HlemiE REENEBE*RETL, S5 TH
fatae & mH ke BAGR 2 A 2 HEFEAY M IR AE % 1%
- R BIERETE 250 WRFEH %o miE IgE
EnEBZREL, T FE—MERICBITS
hifREEnEH 2 RATH I Licky IgE &
EFGHEICET 5 BRERE 21TV, BT
B2 BN TRET S,

739

XAV KB &

F18 g

AFEEEEES JVEEGHRENERELNER
L L7z, EEFAREIZ1166]T, V3 b EFfI444F
XK, B IIKEEFIRE 2N TERL-ERF TH
3. Inbn b, B <fEFIIZ Hodgkin
W19B (1474 ~757% ), MAEPIRE1SFEI(194 ~68
), ) ocpgiE 3, MMUTEEN) o
4 BIFBITH ), foBEREE & L CditiE
350, ZREEHEIN (IgG 6%, IgA B
2, Bence-Jones #! 2 #1]), & 1351041 ( AML
5%, CML 5%l) #28A 7%, 7-EEHENE
BEII206T, T bERYIEEEE RSP
R 1 - 72 TESE R R IRAE % Hh L 4 Ll E
PREBLA-66 (B 16, «iks 5, 184 ~52
T) KOERRWERZBEL ., THxEe
LT, B1IRWTONLTELTUVAX—HE
BEALLVWRAERASR 2:8A (£1).

1 AEBHREBRBIVCEERENEREC
BTz Mm% IgEME (u/ml)
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WM I 5D (range)
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B2 EBRHE
1. ®EI7u7) y0ER
1m % IgG, IgA, IgM i3 single radial immu-
nodiffusion (Hoechs ) T, Mii# IgE i3 Pha-
debas® IgE test kit i= & 5 RIST # (Radio-
Immuno-Sorbent-Test, PHARMACIA) iz C#l
€L7%,
2. PHA iRhnst ) > o <BRIhE{LE
Pellegrino® o % g1z & 1) 1251-deoxyuridine#
£/ L 2242 m3: PHA finY) > »<#ko blastogenic
activity # w72 (X1).
1 PHA &Mz > BRpFLE
(Pellegrino o Fic &k 3)
heparinized whole blood 0.05mi~>

RPMI 1640 supplemented with
20%F.CS 2mi—

PHA-P S~
CO: incubator 4days

"_deoxyuridine
6hrs incubation

washed out with normal saline 3times

well type rcounter
(mean ratio 275157)

3. BERBERE

VA7) ARG (—ik2E A PPD i
& 3) WfTHR4BREHRHEL, BHE(-), %%
H(+), BiE(+)ERHEL1-,
4 . Hodgkin #FNIcBILTI3, ##i31E L U Rye
Ik 2B HED L miE IgE 8 » D&z >
WTRETL 72, # 72 kiA% Hodgkin #5106
BISTUvAX—MHERRNETREL225HHT,
BRIREOIC RN AT MRk £, RIKE, BEERIC
BIFSTUVLX—MRBOFEIOVWTREL
2. BB o % IgE fic x5 B>
W Ti3, Hodgkin 556k i&H#HE|, BLia#H51c
HERETL, FcmERAIFAIZNRE LT
fbgps: (REPmHEl) <& 5 IRE Eoxb%
BRBICRETL 72,
5. T#lgix RFC (rosette forming cell)®, B
#Hkaix SIBC (surface immunoglobulin bear-
ing cell)®? 2HEL 72,

E A

¥18 KAEEEEELLVEESENERE
28T 25 MmiE IgE &

FEIRTREILAE LS BRABREAN M
IgE #2189+ 156 u/ml T, 2iE#RELL_FN500
u/ml A E#EEE Lz, R1ICRT HEEMEE
EBEIC BT 5 MK IgE (81X, Hodgkin 4517
26+ 2180 u/ml, #FPIIESS £52u/ml, 1) > ,eH
53+ 13u/ml, SEREEME ) >~ <fE427 £ 617
u/ml, £RMEHIELI7+26u/ml, AML 47433
u/ml, CML 56+ 39u/ml, Jifif&260+517u/ml
T, EFEHEIIEIZI82+169u/ml TH-72, &
KRICBIT2ME REENSHIIRLISRT S
L THD, FETERENE) - EFT1Hn
41500u/ml & EiE* 2 L 724%, Hodgkin 5% LI
NoBEH) > EHIZ—RRICRIEZRLZ, B
BB VEEGENE CRBESEL2ET 24
HEBH LN B D, R TIZIP 298 h, EHiE
BT EE T2 206175 5500u/mI LI T ¢, #
BALBUOGHZ2RE L. 20MEREEH
fE, giumEflciEmicRkEEZEL, METRE
PAE 2 £ 2% (WA
F28H B|EYoERELnEIGEE

F1H B o EBRECBITAME IGE

&

£TEEM) > ojE & i IgE & & B E T,
MABPEE, ) oSHEABR TERAICLE
EERL7zDIcsfL, Hodgkin T3 EEICH
B2 R TRBAIREN, T4 bbb, Hodgkin
% Cl3 M i§ IgE {5 EAH (500u/mlL) k) 1319
Fl12Blic A b, 205 H 9FlIZ1000u/meLl L
NEE#Z2L, 3#34000u/meL) (7800, 5600,
5300u/mé) NERALBHEEFEL THY, T HE—
RISETE & B S &R L 72, % 72 Hodgkin
FABN19M e 2 R4 A BR e SR 4 BB 1260 T, 1261
th 9 BilAH500u/meLl &R L 72 (2),

#% 21 Hodgkin #ic 81T 2 ERK{g L L

IgE i

Hodgkin # %] % % 8 5ic 5 ML, MmiF IgE
B DBFRIc >V TR L7, BRIZEBIR
T T, MOKRBRE CHREY 2R
A b0, NS C R EmIZE



i IgE 2 ¥ 2 B RAYIF R 741

2 HEBUERALIVEEFHRIEBREC
BT 5% IgE &

aniyen
. w e - "
Healthy BT ) ""'H"" -l -
MHosgkine ¢1veane) . . . .. .. .1. .
T T
-
1
wniple o !
arelons "!.
o P -
fow. .|
Lang sancer [ X -
Wyastaeate e e waeen o o
Geaels '

33 Hodgkin %75 & i IgE &

ani, ca
atage 0 100 590 1000 5000( w/al)
] e . e o
 § o .
1 o ° o0 o e oso
. (]
CE L
o ANM

4 Hodgkin 5% Rye 7% L mi# IgE &

AN, ER
s 100 00 1000 $000( w/at)
L.P ° °
.S ° °
M.C ° o ° e o
L.0 °

L.P.: jymphecytio predeminance
N.8.. nodular sclercuis

M.C.. mixed eutlularity

L.D.: tymphoeytio depletion

®5 Hodgkin¥ick!} 2 #ERES 2T >

1 - i
IgG 7 9
IgA 5 10 1(2)
IgM 7 9 3)

HEWD, HHOEIT L i [gEE g b,
% 72 Hodgkin % % Rye NS HIc VL 18
ez DT lig IgE & nBEE % A 7 f5 R,
4ICRTTEL, LEBILH S mixed cellu-
larity Bz g 2 Ry EMA A Lz, IgE UL
Nottinsis 7o 7Y » 2L Tid, Hodgkin
RTRR5ICRT L, IgG, IgA, IgM &
LIEHMAZ W LBENN % R THI» AT
ThHY, Z@bRMIC IgA, M DR %KL
RHEF % 2 ~ 3HEBDH A, —HEICRE S
7)) > IgG, IgA, IgM I3 e &bz 2o

L -7, »h5EIgE #2827 2% Hodg-
kin {mHEF % A 5 BH T, Kiti#k§o Hodgkin
RIBUC BT BTV AX—EFERB L UREE
BIRREICOWT, E2ICRT I & { RKIFMmEF

%2 Hodgkin #ic 117 5 BiFK(% & % IgE &

No_case age sed 10 [stoge |Eenaiua | "B Y FCH | sin envption] REP il yreus
1. MK & m 1 - - - — - [
2. HN & m| 0] ) - - - - |- &
3 MK B3 m|30| O - - - - - 0
. AR 19 m|mo| - - | - - | =

5. Mk b mlz000] OO - - - E 3 -] &
6 16 & m|so [m | — - | + - | =]
7. 11 % mino | m - - | - - |-

& FT & mlsso]| m - - | - - | -] =
9 TM 8 m|5300 m - + -> -+ -

B SH % mfoo| @m - - | - - | -] s

EREkN S, RKE, BUERICBIT25EBXRE,
BEENHE, PPD ENKG, PHA Y > <8k
7 blastogenic activity ¢ ¥ L RETL 72, F 0k
R1BICREXZRL %2, 2BlicEB A& 0A
T, fE% Hodgkin fRic lhEt BB & St
72 BFEEER IS £6113 4 B o) ki EF Tz £ B R
HoNT, BIBE 22T 31222 bsTTL
NE—MRANERIE, LT L LERKEIC I
Er@hwz Ermans, Tnicxl, =
nonBHIBIT 5 PPD R IGEYE, PHA
fnY > 2 <8k o) blastogenic activity O {& T »°4%
eI (WA

% 33 Hodgkin J&ic BT 3 S il sk &

1% IgE %8

Hodgkin 5% Tt fu i IgE A &l % =3 Rk
AR ERNIZH, DV THREDKIGEFI05] % x4
R L TCBVCP#BEWIC L 2 mi% IgE En G
HROZEBZBESEL . BREBR6ICRT L
T, RKEBHI»ETHEMEZRL, FTLRER
HEEZ R TCEOER I ESREN, &
nicr LiGHaTREE2 R TBR T LBz RN &
BHThhrolz, —B0REFTIX, EBRTRT &
IICHBICE DV ERICELBRT L - IgE &
HERPLERERL, & LICHARTHEEY
T 5HIH D L, REWHIRIC L Y QiE IGE
EIRRA T HEIREINT,

¥3f BEEDENEDBEWRELEZOLE

IgE fE %8

B E 5 8 0 E 1B 200 o) By BR 46 14 B o It i
IgE #3382+ 168 u/ml T, 4 @R R & L 72 MR
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6 Hodgkin f%ic 511 2 {L3#H#EE: (BVCP)
HATHlo> mi# IgE o> EHIEHE)

ani, e

H

w3

ZEBIIR7ICRT <, MiEIgEEiz
1+ A%#113213+£195u/ml, 2 5+ A 1213263+

w7 — e PRENAS 315u/mlic kR L, 344566 5y BlichirT
150u/mlD v~z Lz, 94 A»b124
= RichiFCH ZONXNMIBIZITHERS N, 154
ALIBEICIZ & 5ITRA L T184 A T332+ 240/
ml Th -7z,
e | RFC N IEH#{#1242.9+17.7%, SIBCOIE%
. 151320.7£4.3%Th v, 5551 6 Bl KR
HEi#% o RFC [37138.0+11.0%, %3 » A T55.5
+6.8%, 6 4 A T40.5+27.7%,12+ A66.4%
. 7.3%, 184 F48.3+21.9% & 24BN &
LHECNEL A, SIBC i3 RFC L )R8 HIC
* ZEL, %1 4 A18.7+4.0%, 9 4 F31.8£6.9
%eEmL, %25 H16.0+3.0%,15+ H22.1
+5.1% L @A %R L, RFC LR 248%0
e Wy —2 2RL 7. M IR 0 EEs 5
%3 EEHENERESTHENRBREMELEonEIGEME, THELUB)Y »/ BRNEH
case 1 2 3 4 5 6
age, sex 23, M 40, F 18, F 52, F 50, F 2, F
type by Osserman | Y s 1 1b ob b
date of thymectomy Dec, 18, 73 Junelq, ‘72 June 21, 72 July 5, ‘72 July 24, 72 Feb. 28, ‘73
weight of thymus 50 13 12 20 22 4
1 3 1 3 2 1
2 2 0 2 0 0
germinal center 3 1 3 2 2 3
cyclophosphamide yes no no ne no yes
Iltlell:rrleicth'vi:ec!my drug & food no no itching after thx rash no
effect of thy i l‘bl remarkable effective flecti fHecti
complication 'em.:m. ¢ schizophrenia ::‘:’:};":}gf thx ;:;:::m:'"' SjBgren’s syndrome  schizophrenia
IgE RFC SIBC IgE RFC SIBC IgE RFC SIBC IgE RFC SIBC IgR RFC SIBC IgE RFC SIBC
before thymectomy 340 27.0 9.5 90 30 55 750 0 4.0 9.7
after thymectomy 300 0.0 14.69 180 30 120 600 5 755 2.7
2 months 410 31.5 18.97 30 301 160 900 45 69.0 12.94
3 months 450 46.0 22.86 30 0 61.5 19.79 40 410 30 59.0 29.93
6 months 35 84.5 36.81 30 10.0 40.30 0 26.5 18.82 30 340 41.0 16.11
9 months 800 64.0 33.11 30 52.5 43.24 50 51.5 25.00 50 70.5 22.66 67.5 30.67 30 43.0 36.06
12 months 450 69.0 30.28 60 70.0 25.22 35 60.5 45.31 90 56.0 30.08 300 76.5 27.63
15 months 160 84.0 23.98 30} 61.5 19.79 30 44.0 29.26 340 61.5 15.38
18 months 35 75.5 31.75 30 47.5 20.17 30 22.0 32.41
21 months 30 61.5

HIEREBAE TIR AR R & b % - 1 AT
BREESED 6 BUC13211+266u/ml TH 72, £fE
Bz 517 % BB A AT 4 o> 7% IE i, RFC,

SIBC DRtV LB ¥ & 3 I2R L 722, &4k

1HTcHm»SIBS kW1 ~HBE<h, RFC
EN1 - ARITLTED, 12, % TIRIBIT
RFC Ol & & I1ZIZFEATL TV 225 184 ALIR
Ti3 i IgE 2T 31 4 2 b b ¥, RFC,
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M7 EEHENESETHEVWRE
HHL o IgEE, Tk
U'BY) >/ SERnES)
IgE
“‘(ghl)
400
300 F I

W0t

1001

50pF

il L
°©1a3 ¢ 9 12 s 8 an
month after thymectomy

SIBC iz HE®mL /2.
BELUCER

— BT P E—RIREEWRICREEIND
e, BIRE2 BT 2 RBRTVAX—HE
BLOBENFRNLNEEZLNTWS, TV
NEX—MRBLUN CLE IgE ErEE 2RI K
BELT, 27 o—vEREIDD, FEEY,
Wiscott-Aldrich fiE %819, DiGeorge ff &
(thymic alymphoplasia )91 % ¥ D& 1,
INLNRBEBLCE FoBiT 5 IGEHKE
EEFOMEIEHIN TS, »h5KRBH
KBT2BRENER2RET I L3, IgE
MEREEL L U2 ONKIBEOBANFH 2
E%Y), VWTET FE—HRBNEAL LU
ENERICEL TERBT AR THLEEZDL
h, BES(OMEEIC L > THRRAICHEHASN
LT3, ¥HicEH, REMLIZT 5 b
B 12 HiNT T RETKELOBWER &
N, IgE itk Lo sosE 7o 7)) > EHET
IR e BHROKEIERIC L » THNEH,

suppressor ‘T cell #° IgE HitkiEdt % FLi+ 59
ket % M L T\ 5, » % 5 suppressor T cell
OMEEIREN KFH e o BT 2 IgEHitkEE
DRFLLTERHASN, BIRE2E7 2 Wis-
cott-Aldrich fE%®¥, Di George ERHL &N
FIESIERE T3 primary |- T fifgRic B
ks b, IgE D LR & T HAOBEET
rNPEEFEHEN TS,

¥ic 4 EIFEESR L Lz Hodgkin 7% & 3
ERIRE & b % ) MIREEI I R EE R &S
EREFICNT 2 i IgE EoREHS, T#HIKR
DBEETRE L DREIC BV THKRH BHR & #
Z b5, Hodgkin mIFEMEENLH TLH
HMENVHPPD EARGOBELTRENS &
I M RETE Y, HERAKOEASEHD
RIEBDEHICA LN B BREMEYERERIENH
RBL V) RIBEHEEEZAL, MEME
HLEREFEAIICLVBELRBTHY), REFHR
EVZNREBELHELZATERS THKD S
FERLEEINTS, FTEEHENEIZNRE
RHETWREZEEICED, o BCREKR
FAWTLEENE W, T oMERKRITE
BN FROEME ST E X S TIPL
DB E V) BHRLT EEE2RABL T2, —it
i BEYEE comnE REEIKELRT L&
nTHNY, SEOKE TLIKE, SRMESH
f& (IgE myeloma LA%+), CML, AML fiji3{&
EZRLTWvahY, Zhickl Hodgkin ¥% #l
TidEEEZRL, MoOBE) o ERICKL T
LERNETHBELZTT L) EbdHTHRHEW
LERIB LN, #ic IgE myeloma Lo
E R AL type W 2MOLT, T XTED
OTBMEZ I3 RIMERL THY, RAEEERE
DRMHIGEEEBEBT ERBL T340
T3NS, ZnEICPL Waldman 518 {3CLL,
IgGRY, IgA RS RMEHMES ciE IgE &
MEbLHTRIELZRL, Zhickl Hodgkin
AP TIIBIC S bOTHEZRTEEREL C
W3, ZLTxOF L L CidaiEIcEL T
B#ilg b & U plasma MHOMEERTIC L 3
IgE HithEABT, #ECHL TIEEBLDH,
TLbbTHRROBETRS L BEL TBMR
23 5 THlROBREBBIBEINL2HN
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BHfgIC & 2 IgE HIAEENTTEEZ HIT T 5.,
B EZFIZSEEEHSHRE L 22 Hodgkin
HTLAET2HM SN, Thbb, TUILX
—MRRANERICZ L icbiab b5 TH IgE
2L, FHOETICHENEIE # 23 5@
HEFRENLZ E, PPD EAREDRMELL,
PHA jin) > 2 <8k blastogenic activity DK,
tontesg 7 a 7)) > IgG, IgA, IgM (23453589
LELERE LW L EOERIE, THISR
DAL L NEESTHRTILNEEZ LN
%, 75 Hodgkin s ¢ HIgE ¢ &L
f#ix, Hodgkin WFEEBFICLBETOTRHEL S
2 T8N, Bermuth!® m#i&iz A4 515 thymic
alymphoplasia # 2L 72%%5 » AN BFHlic
31+ % Hodgkin FNAHH T M ROBEET L
COBETEDLOTRERIDINEEZ LMD,
—%, BEWREREHL %o mEIgE &
& THlE, BHROEEZKREL 245 ENKRE
Tlt, MEFIGEMBEIZHRL TEL kv, #HiE2
sy ARHAET5—BENOKBBEAR L1845 ALL
BOELHHFRATH Y, FEERCHEELTH
fa, BHIfg L nMEDS LSRN L HICHEI NS,
FRAICIR .G A2 BT HBADHR ) > sBRiZ
THE» B L CBHRFEHEIN T 25
BEALD, HAbER OB TR IgE
H 4RI X L T #0143 (suppressor T cell
DEY) L, —HoEFlclinig IgE #EIXEHE
UTFIEFTCERTLTWREEZ LS, BER
MaBRZHH T 2 &, IgE A Mmiicxdd 2 MR
W suppressor T cell DREH2 » A% THS
EFTRIEEV~LaRBAREZLZLL, Dw
TR > SHRIC FET 2 MIRKFHEIS o IgE
BEAE#MIRIC 349 % helper T cell 2544 3 &
TN R %15 4 A LIED IGE L~ oy
SHERINBILICE S, 157 A% L1844
A& L CORMa P THIM, BHAI%R2
CHML TS 20RKIFY > il THT ) >~
7R, B roSBR GRBTEICE S (VLT
BN, FHLOAEENEEELEL 2HD clo-
ne NEREZZILND, Tibb, —BENK
Bkid BRI suppressor T cell nREiIc LD, #%
B IGEEDRA IR ) > o Hfkic 31T
5 MRRKFFFRIBIC FF7ET 5 helper T cell D

% B

PiIcEDIC LD L HE 2 I, suppressor T cell
#¥ IgE HUIRE £ FRH & BT RS H 2 BHR
L3N (WA

% 7:—7, Hodgkin oy 2108k &
0 1% IgE fENEBR LK T A EBH LN T L7,
THlEL Y L BHifalcN I 2 HBIKRTHLZ
EHEZOND, & L TREMHEIF P LBED
Lo IgEEBELAT LRI, bbb
NARBLEHIGE NEELBREZEHNTIL0
THH, REMRHFERIC L 2 Mm% IEEEN
WAMEMIZE 1 R TN E { 6MP B
S5 REXZmBHT LD 5 N, Walder 22§ i
LTHY, EEL 0FIgEENKT A EENE
LOBERE TR EREINIEBEICIHLT
BRbHLHWBEEREL T2 EE2 L5,

LIk & L ¢ Hodgkin % ic 817 55 IgE o
ERFEHLOB/CL N FHHL B2 WHEK 2D
Nfzht, BE TR TV AX— KRN REEN
LRICET AL LT, REBEEET (I
gene) (& & 2 @229 $IUIE ORAE
D HRIRER), HREMSYHTE L ) &R
ENTv 5, K< Hodgkin 751 % o> i B i< B8
L, Green 52203, T bbBHENY v/ oK
MBARERICRAL THEL Y ookl X 2
THERBOFECRT VP EVIH, &1
Falk 529z k 2 HL-A antigen * Hodgkin #
L OEOEBELBRICRE NS BENEROR
B, BIXUR o8l 2 FBRE L
FEEZDESALOBLMC ORI RES
RIEDBHBZLNEBbNE, SENEZENRE
BT LT L REITFEERE S & & IgE L O/
REECBRIIEAD LML - 25, BT
BT 5 GEEEOTRER+2EES N, Rye
NDFIEIZ X 5 mixed cellularity #ic & IgE %
ETHEGIH S H - f2 SIS RIS 31T B FEEER
EOBEZRET 2 L nh b Lk, A
LNHEICAH LN S T { IgE DIFAELE L iF
BBk & nERE L B%I3 Hodgkinfwic BT d
B ETILICRHTNEMEIrRENTVS
tEZbLNS,

- L]
T E—ERBEO L H» Tl IQE EXE



Mm% IgE (2 B8 ¥ 5 ERAREVEF 72 745

%77 Hodgkin 7 % sloc ERARI & i IgE
&, fsEiMHE & miE IgE fEnE i & 2 8E
L, FIEC THIRHAE BELBRL2A T
FERIMIRIE % & § % - M- EE R S E BB R
g MEIGEENEE ¥ REIL, Tk
RERL,

1) ZFEEMEREIC 517 5 0k [QE i3, #4E
WiE, ) >ohE, Z2RMEEFHIE (IgE myeloma
Pst), A, Ef % & Tl —RRicRE %R
L 72%¢%, Hodgkin %I TIiEEL ¥ 2 55#d*
RAN,

2 ) Hodgkin &0 5 S CIIR M 0 EITE &

0% IgE EABE % Ry HEAOEICETORME
rEbhi,

3) Rye m4¥ic & % Hodgkin %% ¢ mix-
ed cellularity &ic i IgE {EA* S % '~ $18
AARI NI,

4 ) Hodgkin 5o Sy sk Tld Kk 551
T [gE WA A LN, —HOEREFIT

St g 7)) 2 IgG, IgA, IgMicid
BT T A LN h - 124% PPD EAK
katE, PHA hnY) > <8k blastogenic acti-
vity D{ET 4 #AYIc 328 & 1, Hodgkin #FiC
BT 5 IgE @fE & THIROBET 2 L DM
DEREL BERIRBEEE Nz,

6) 6BINMERIIR% Fd L - EERENE
BETLHIGEMENEL 2R, 52+ A
FHSAL T —BEORBIAR L1845, ALMD
BWAHHFHEITH - 72, FRHCBE L 22 T M5,
B il & HBRH & — B K BkIZHIRA sup-
pressor T cell dR%IZ LN, HEDHA I
3R > i8IS BT 5 MIRIKFRIBUCFE
F % helper T cell DAz HDL LD EHER
nre,

WEICERAEEY, WML WLV BEAN
HEBIRICRAT B & & b, RBEBYLEENL
BIE & 22 e KEECRTTIMED, TR AARAM I R

IFEFERIEE, B L-nE gEEX B ERT HOBEERT S,
SENFEBHLNT. L BAEBOEGRIBI12EEAETES, BUERPE-
5) B IgE # 27 3 Hodgkin #Hflic> wT 7 MENMESTRELL,
VAX—B(FRRNBERIZIZLACZD LNk h

2 £ X M
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Clinical studies on serum IgE level

Part II. Studies on serum IgE level in patients with non atopic disease

Nobuo UEDA
Department of Internal Medicine, Okayama University Medical School,
Okayama 700, Japan

(Director : Prof. I. Kimura)

Serum IgE level was measured by the methods of radioimmunosorbent test (RIST) in 116

subjects including 41 patients with malignant lymphomas and 20 patients of myasthenia gravis,
In Hodgkin’s disease, the serum IgE level was evaluated according to the clinical stages and to
the effects of chemotherapy. Also, the changes of serum IgE level was compared before and
after thymectomy in myasthenia gravis patients. The results were as follows:

1)
2)
3)

4)

5)

6)

Patients with Hodgkin’s disease showed remarkably high IgE levels (1726 + 2180 u/ml),
But, serum IgE level in patients with reticulum cell sarcoma, lymphosarcoma, multiple
myeloma except IgE myeloma, leukemia and lung cancer was below the normal value.
Most of Hodgkin’s disease patients with stage Ill showed high IgE level.

Hodgkin’s disease patients with mixed cellularity according to Rye’s classification showed
higher IgE level than other histological types.

IgE level in most of Hodgkin’s disease patients decreased after chemotherapy. The re-
bound of IgE level was remarked after cessation of chemotherapy in some of the complete
remission patients.

The background of allergic disposition was negligible in Hodgkin’s disease patients with
high IgE level. Most of the patients showed negative reactions of PPD skin test and low
blastoid reactivity of lymphocytes by phytohemagglutinin, but the level of IgG, IgA and
IgM was not significantly variable. These results suggest that the impaired regulatory
functions due to T cells might be a cause of high IgE level in Hodgkin’s disease.

In 6 cases of myasthenia gravis with proliferative thymoma, the temporary rebound phe-
nomenon of IgE level in 2 months after thymectomy and the gradual decrease of IgE level
after 18 months were characteristic. The simultaneous observations of T and B cells sug-
gested that initial phenomenon might be due to the loss of suppressor T cell in the thymus
and the second phenomenon might be due to the decrease of helper T cell in the per-
ipheral lymphoid tissues.



