K& (KE) X B O® = GwE
s oo MM R 2%+

¥ L &£ & F

E=

H %5 478 %
PS5 €A I AM62E 3 A2BH

FUESFORME  HHAIE S 5B 1 HEY

# X B % B EFEured

¥ fw X EH Crow — Fukase SEERICH T BEXY > /VEIRE OREEEZOSH
* FE FIEKFEIZ EFEL AN i = B

B & PR K FHIZ R yis! P/ F 0 BB

gl & PP RFEHIF EFEL 5 Wi E — B

g & IR K FHIZ AR il T & R BB

B & FUE R TR EEEL 7= i =

mOX o E =
<H B >

Crow-Fukase FEfREF I3 &R MEmRE 4, RIS FE, BKEE(L (BFRILE BE, #8), AZL
FER (KRB, BZE, EARE BAHEE, FRIBEEET), fEs7u7) V&, iF B
DRER, V) EERZ EEERBRERE ETHEETH 5, FIEFERFIZ1968FEEE I DHE
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ERRETT B LIS, U UUSEICHEAT A ) U NEROMRERE L, NERORELMAL I L L H
BE Lie &d, FEREHEUE) »/VEHE £ 7 multicentric giant lymph node hyperplasia,
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d) EREICEL DREOREMBOEAEN A LN,

e) WEMREORIE 1T Yid1gG, ADEMT, A#DFcHICH L TEXOERAZRT &
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LT, BHZTTRS) VSEHOBESLTnAE I L 2RET 5,

.2 T helper, /T suppressor WA EE# /R L7z Z &1, suppressor T HIEDOBA D7D &
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B—17, ABFFEIE Crow-Fukase SEREE D) VB ORBRERELNFH  BE0ITRET L2
L, WEBHHTORKT AL IAKRTH 5,
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