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#

BE, BHEREFOSELESICLN ERB
iz W Th, fiigio HLA-A, B, CHER D
BWaEIcmz, HLA-D & L vr HLA-DRHE#
DELEIBHEENESE L BEELBRZIE-T
WARZEHFRELPICENTBY, FLMHED
recipient Ifi {5 @) preformed antibody O
NEEEIRENTVE M2, Lo L 2N b HFE
DREZEBEIALZICINSL T, SHEER
6, BMYEEREZ M L L iz DABHED
BHEEZEADEL L > TV EDHNBKRTH B,

FITINLBERE MR, BERERE
DHERS & BB T~  M7ATHT % monitoring &
L2 DFEFfTEbLTEY), EOPTE
& mitogen iZ £ 5 ) > » BROEACKIGIZ, #
WAL LT RBENRERY, FREFRENR

Y FicHHINENFERENRHLN TV B,

BERIEAEDNMATRKETH L RBEREICBY
TR (3 > ERGBLRIG % AV, RE
fiE BENMREREENMET, EXICHHELK
okt 2 MEPRETFOFELRET 58
HEELTWB,

ERLTREREHEBEICBIT IBBHRNORE
BERENHER, ERIICHMFRLENML LIV
BHEHEENICE T 5 0EFMGHEFOFE
{22 v, Phytohemagglutinin (L{F PHA &
B%5C), Pokeweed mitogen (LL'F PWM &%
52), ConcanavalinA (L{F Con A LBEEE) O
3 # ¥ mitogen ¥ AW 2 KMML ) > <EKOH
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FERICE L UBHMEBEMEIC X 2 HELRE
7HiNHl % control MiF & NILEIC BV TREL
BRI IMAEZBLOTHRET S,

MRESVLCHE

1. %

BEf0494 3 A L N BEFI544 8 A ¢ic, MWL
KEFB—NFCHEAT S o KB BHE30H, 3T
B SAEISBIEH45B 3361 %, F@BEALL
TRELIITEERNBEUAN, 6 AFH30
ANEBRENRE LI,

2. &k

(1) #h: BHESEL)ERBHC (K3 »
BAxcid18MB&, 4 -ALIKRIZI1  ABE
i) ~o%) > 0.2ml Fh0L C 10ml R, &7z
BEANLDEFIC~ Y @Mmic T 10ml #Rin
L7,

(2) MFENFEE . FBHERE L N FHEERF1)
E RIS, ~ %) CEFEMICT10m] Rl
1 B fE37°C7 JREE D\ THWBE A~ AL ILRIR
HEZiRES Y, BHECL Ny M TILE T HRIX
1%56°C304 water bath P CIE@EL, 454 7 mili-
pore filter (Milipore corp- # DAWPO 2500 )
ICCFBRE%FERL 2. %7 control mE &
LT, MUBARLELZ—L DR LTHE
72 AB R i % FERIC FEEIML, FRRE%RER
L.

(3) sEREHES : RPMI 1640 (BJk) 10.4
g-+Hepes (SIGMA chemical comp.) 5.9575
g+NaHCO; 2.0g # Z&/KiZ T 1000ml & L,
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FEREE L 72 b 0ic, Kanamycin sulfate (%
BHEKK.) #60ug/mloy eI mn L 5E%HK
ELTHEALZ (LIF RPMI 1640 & 9850).

(4) #EB/E 12381043, sterile-U-plate
(Cooke Eng. # 1-221-24) ¢ sterile lid (Coo-
ke Eng. # 1-220-29-TL) # /A L, #3281, CO.
incubator (MbAE(LTHE) N TT- 72,

(5) ) roSEREBEMROER | ()B4 TIREK
L 72 K# i % %8> RPMI 1640 T#H& L, Fi-
coll (Pharmacia Fine chemicals)—~Conray
(B—8EKK.) EAMW (9% Ficoll : 33.4%
Conray 400=12: 50E| & CREA L, BEES
KTHELO7~1.078 2L, 851N
NaOH ¢PH 7.2\ L4 m) 5ml Eic

BErcEREL, 2,000rpm T304 &L L, inter-

face iz iRz ) > <R 2HWML, £HiCiTiT
%80 RPMI 1640 # /2 Xk < iE#17%, 2.000rpm
TS MIELT 5. Zoikikic RPMI 1640 %
2~3mlMmZBAHFSL, 2 EFNIZDONT
Voo SRkf e EELR2, ZFLT—HIKIZ2)THE
R -REOEY, fBFICIIABLEZ20%D
BEICL D L) MIEMEN ) v 3RkE % 5 X
105/ml &7 % & S REL -,

(6) Mitogen /£ : PHA-P (DIFCO labo.

5ml/vial), Con A (SIGMA chemical comp.
5ml/vial) (3 5ml ©») RPMI 1640 TiAf#&L,
PWM (GIBCO 10ml/vial) {3 10ml o> RPMI
TiEfE%, ThEFn% RPMI 1640 105 R L
2mlN7 > 7A~1ml-o24FL 0 CicRE,
EBROEEMBLF\ 525 L5272, mito-
gen NHFEMIBER, MENREFICHB LHIZ?,
BROMEFNRIC 5 EREZTBETHL1%
(V/V) %5 k5 1wellic 200l >08@mL 7,
(1) SHEACEIG, IGIREO#KE ((5)T5 X
105/ml Ic FAEE iz ) >/ <ERiFHEH % micro-
plate (= 2001 > B F M FEHME, ABMFR
e 571+ micropipete (FWFI#EHK.K.) 12T
FHEL, FRFHICE)THEREL 72 3 EHED mi-
togen % %& well |2 20ul D200, control & L
< RPMI 1640 % 20l >o@miL 7z, 2L T5
9% CO; incubator (=T 3 HIE#EEE S Hi2 1
«Ci @ methyl 3H thymidine (The Radio

chemical centre, S-A 5.0 Ci/mMol) # micro-

# W

liter syringe (Hamilton comp.)iz T & well
CEML 2 5 IC 24 £ AL, §H4 BREE
T (T 7. vE3ERT % MASH I (Skatron
comp.) =T glassfiber filter (Wattmann) |z
) oERE R SIS ERE, ) BRI
#R % scintillation vial (z A, scintillator
(POPOP 0.1g, PPO 5g # 14 @ Tolune 2z
BL7L0) % 5ml-oo5rEH%, scintillation
spectrometer (Aloka comp.) =T mettyl 3H
thymidine ¢ uptake % #I5E L 72, $E38 B3
AomFLN?, PHA X4 5HH, PWM, Con-
A5 HBICRE? peak b 5%, FHE 4
HEEFELZHEAL, F7-K8RI3£ T triplicate
T2, BLICERNDETLETRT.

(8) Stimulation Index (Zh&{bE) & % Sup-
pression (iM&IE) HEH : scintillation spe-
ctrometer |2 CTHIZE L 7> cpm {E % 2z, tripli-
cate NFHfEZ FOHNEEL L, LTHRICT
Stimulation Index (LAIF S-1 XB&EE)I M=%
Suppression # EH Lt- REIC THETFaME
BT 7z,

=A
S I=g¢

C-D
E-F
. Mi#E, mitogen RIMEEN cpm

D miEA, mitogen JEFMEES cpm

P BEIMFE, mitogen RINEED cpm

B M FRM, mitogen IEFIEN cpm
: AB Mm%, mitogen iRIN&E" cpm

- AB &7, mitogen FEiRMAE N cpm

# #

1. R >  FRDODECRIE

(1) MABEHRBEOHELRIE

BEETLBEET, FHFHoLH LR CE
3 RO IM A EN % HEITL T2 12EF 2 R S
L, AB & #EMEFEIC 51T 5 3 F&8H ) mitogen
T2 ) Do BRDMECRIG 2 RETL 72,

AN > <k S:1(3, PHA 334.1+145.7,
PWM 112.9460.4, Con A 113.4+53.57, ;&#F
BHEIIEFNFNLT6.44+91.7, 79.0+49.5, 84.5+
66.7C, PHA, PWM EiGicBWThHAFEIC

% Suppression= < 1-— ) X100

Mmoo o w e



BRTERERMM ) -~ 5ko) £58 Mitogen I2 & 5 SE(LRIG &,
BEMFIC & 2 BRI

w
! — —>Washing—
(x2)

Ficoll-Conray = Lymphocytes
Gradient # W
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—» Filtration

(Milipore Filter)

— Inactivation
Serum
#m

20% Serum (v/v)
RPMI 1640

! KM 60 «g/ml

Lymphocyte
5 x10° /ml IZIN%:

-~ rw—ugﬁ
200ul/well
233

— Harvester — Scintillation
Counter

RR/R/R

1% (v/v) Mitogen 37c CO: incudator 96hrs A
20 ul/well 4iE last 24 hrs
1 uci/well 'H-TdR pulse
1 H&
4501 ]: mean+ SD MJ» L
1 P<0.05 l meanxtSD (P<0.01)
L C: e . [ nmrm
x V//) : ns: =
3 v et V7  wesarxn
é é (n=37)
5 P<0.01 £ m
E 8
; 3
H
&
100 1001
] L] é

ConA

X2 AB miFHmMAKMHEMLY) > s ERD
Mitogen ic & 2 #h#&E1L

(P<0.05), (P<0.01) #h&EbENMET 232
ConARWTIAEZL2ED L 72 (H2).

(2)BEBMREBENHEIE

BHEEIME, BMHEERE, FEEEE,
RIFL EDAHEEERL T WEBRIFY
10fERI # x4 % & L 7237E » AB I & SR
BT BRI #RETL 72,

BEENY) > so8kon S-1i2, PHA 334.1+145.7,
PWM 112.9+60.4, Con A 113.4+53.5T, %48
BEIZI £ N £Nn201.6+143.7, 65.5+49.8, 49.8

PHA PWM Con A

X3 AB miF@mKigm Y > gk
Mitogen = k 3 #hEAL
+42.8 -, £ T mitogen I BWTHEIK (P
<0.01) HFEALENET %2 3Bd7z (K3 ).

(3) BHEB1ELUNE 1 E£LUENSHFLRE
224 3%

BHE%1E0MNn S-1ix, PHA 148.9+116.3,
PWM 44.9+36.8, Con A 27.6+26.8 X {R{ETH
255, 1HLU#BNS 1, FhFh241.74£151.9,
81.2453.5, 66.8+60.0 & £ T mitogen T 5\
THEKR (P<0.05) ELFENEELZH L
(EH4).



Stimulation Index

Stimulation Index

208 # H
“w
meantSD (P<0.05)
300 I: B L AR IVEY )
(n=21)
TR TN
{n=16)
2004
1004
N : &
PHA PAM Con A
M4 AB mERmMKRMGM Y > 2R
Mitogen ic k 2 4131k
lsoj{ I
mean= SD (P <0.05)
e [ aeamsne
(n=40)
BHEE QNS
(n=4D)
2004

i

PWM

z

ConA

PHA

K5 @EAREL) >/ RN
Mitogen iz J 2 %1k

2, FHEEENLE L HELRIG

ZEBRIFLIGEROMFE2HACLUTORE 2
T-72.

(1) EEARMWED) > SRGECRIEA~DZE

REN) > Bk E BEOLFRMEE AB IiF R
MBI CRE L o ELRIE R A 5 &, AB
miE#EmEN S-1132, PHA 334.1+145.7, PW-
-M 112.9+60.4, Con A 113.44+535 ¢, B&Mh
BB F N F1n169.1+135.7, 47.4+37.7,
31.3+22.5 & £T o mitogen 2 BV CTEEMF
RN AEIC (P<O.05)HELENET %52
&7z (E5).

(2) BREBHERENL) > SROBLRIG~
NEE

EABFLIGERNDET) - ¥k%E, HEM

Stimulation Index

’— mean *SD

:] : AB miNEmE

(n=37)

P<0.05

200+ M
P<0.05
! PHA PWM Con;\é
e BEMHEBEFRMMLY >/ RO

Mitogen Iz & 3 Zh%&1t

HEREE L AB miF MBS 57T CHATL 7237
EoHmECIEE A5, AB MiEGmMED
STix, PHA 201.6+143.7, PWM 65.5+49.8,
Con A 4891428 ©, g MFERMEN ST i3
Fh£h132.8+92.7, 36.7+33.3, 30.1+26.6 &
HOMERMEIC BT PHA, PWMEEICR
AEEIC (P<005) HhE{LENEKT %385, Con
ARGTIIREEEZE oL -7 (K6).
3. BREEEMFIC & 2 HELRIEDINH

BB RFL10EF O LE %2 BT, Bk
WKHEACREOIHEORES 2 LT o fT
-7z,

(1) BFEAN) > REBBEREY > Bk
x5 5 HiHEE O

A > o 3Ric ot 2 ¥, ATEE allosu-
ppression {3, PHA 38.0+29.3%, PWM 41.7
+28.0%, Con A 62.9+25.6% C,HHEEEEY
D) > BRI 2 306, ATFEE autosuppress
ion {3 n #n11.9+31.5%, 26.1+26.6%, 17.0
+514% L &RICHFENET (P<0.05) &<,
Z &i2 Con A RIEDHIICRBIL ThkE w222
Bz (H7).
(2) THEMR 1L L 1 EL EnIHER Hg

%141 1 £LIN o autosuppression (1, PHA
16.3436.0%, PWM 9.7+33.2%, Con A 28.6
+433% T, 14U LENETIIZENFN86+
27.9%, 30.1+£26.1%, 7.1+56.6% & ConA K
GIZBIT 2 IHIRIC A 1 EL FoRiIc HEIC
(P<0.05) #1HIZAHET 2386, L 4 nega-



% Suppression

HBRAEBERM M) >~ »Fko> &8 Mitogen - X 2 hEILKIE &,
BEMFIC & 2 HECKIE 00 209

mean*SD (P <0.05)
o AR (N=22)

O BHRER (n=37)

% Suppression
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. : %0 3 3o
. O 00,
504 - 8 oo! n g os %03
.
o0 o8 ) o . °§
3 000 ° 00
os 9 * 00 g
° S . 000 .o 8
o8 ooco |
. 8 82 %
o * 08 ) <] -3
0 < 5 l o—
(e 000 [ ]
° o 00 00
o0
[ °
o o
o -} [
[ °
-50 PHA PWM Con A °
°
.
o
°
° o
o °
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O Bili% | FLLER (n=21)

00 A BH% 1V ELAR (n=16)
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a
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X8 BEMmiFRMEMDY > Bke> Mitogen I & 5 ShE (bl (BHBERE)
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J o—s PHA n=10
300 —-— PWM
e-=a=e Con A
250+
§ 200~
°
£
c
O 150+
=
©
3
E
"5 100 i
A —
N
504 // /\ / ——“___ ~———
. __,---d--..,.,.-—"“~~\ v \.-—"
-
o-l
T T 1 T T 1 1 T T T
1 3 5 7 9 1 13 i5 17 18 21 bx} 25
Months after Operation
M9 FRGM') > <#ko» Mitogen o k 2 %EL (BHEESE)
n=10
1004 — PHA
——— PWM
»--——2Con A
__5_ 504
@
7]
4
-1
=1
3
(72}
X
0
\
-50 \\v,

T T T T
1 3 5 7 9 11

T T
13 15

Months after Operation

10 ALY > Bk Lo BEn#EC & 2 (BBHERE)

tive suppression # RYEF % $EDHR (=
8).
4.ﬁﬁ%$*ﬁMU7ﬂﬁﬂﬂﬁm$tﬂﬂ
B
%Eﬂﬁ&mﬁ%@%ﬁﬁﬁmﬁﬁm$@¥
mﬁ%fnvafﬁét,%i%m—omz

Thd1ERBCLT, F2ghEEEILE
Wiz BIBER % 22, i PHA KRBT
EETHD (K9)

Kic, WHERO#BE AL L, i auto-
suppression (1 {&METH 543 » RALY
EiibtES, 1££285%: PWMEEIRK



BB ERMM ) >~ 2ko) K& Mitogen = & 3 hEILRIG &,
BEMEIC & 2 hELRIEOIH]

O BUIERRIEH (n=4)
OHBIEVETH (n=7)

P<0.05
mean:SD
0. o . EY 3004
: }
[
.
m [+ 20 20 [
.
[
o o .
o [
L 3 100 : 1001 [
[} o * .
. o . o 3
0 0 : 0 ° *
PHA PWM Con A
X1l SHEERE S AB IFRI#RE 0

) o EROMEISh AL

]
LN ]
o]

OBHEREBY (n=4)
© RRULERETH (v=7)
01 meantsD
.
(o]

% Suppress:
-
ol
"
—t

-s504 -5

PWM

Con A

X12 AMEEREE: BECLFEIZL S
KA ) > 2 SERORTBTZh L HIklER
OMUBERETH (n=4)
mi [ 1 L] © FNMERECH (n=8)
[ o] meanSD
ml * o0 300
o
P P<0.05 o
E 200 g * 2 200 o ’
] .
H Q ° o
S -
100 100 ° 100 :
L ] : *
L °
hd [ hd 0
* PHA PWM Con A

13 MHEEHERIE & AB MR R

1) 2o <ERINFE (LI

RIS ML MEEIC 3 5 DI, Con A RIGIZIEHE

fborigm %z #eH 7z (H10),

5. SEEMRIG & MATONELRIG

% Suppression

100

211

O REERELE  (n=4)

" ® JFthitiERRES (n=8)

mean *SD
o P<tn
° o
[} L]
2 { : 50 ° .
o ! 3 .
]
° H
o
Jslgl .
* 3
oo
.
—50 4 .
PHA PWM ConA

H14 BEERRIEEECOHEICL D
iy ) > 2R HEIDHIE

T & ) RBBREHRCIEMZ &, B
{EHE UGB & R B IEMERIGEEIC 5T LITT R

HETo7,

(1) BEEERE & WA ER
BIEEAE IR ) > 2Bk AB i RS

B ST,

PHA 250.2+£45.3, PWM 985+

42.3, Con A 93.6+68.5C, JERMIEIMRIEHE T
I3 Z1n%1n128.1+£88.1, 62.5+51.5, 90.9+67.8
& PHA FUGIc B THABMIER R GEIC 4
EibENEEEZH 7 (P<0.05) (F11).

(2) BEIBHEEUE & HTRTEIH]EE

BEIEERICEOWIHEIL, PHA31.6+34.6%,
PWM 43.8+22.8%, Con A-2.3+72.6% T, 3
BHIEERICHR T ZE N £Nn254+43.4%, 44.6
+25.5%, 124+61.6% CHBICABELEDHY

otz (X12)

6. EEIERRIE & HELRE

BRSO B L 2 4 EM &,

1L

BIFCEBL T3 8RNSO EIZITF LM
DIERIGIZ DT TORE 21T - 7.

(1) MBMEHERG L hE b

BHEIEAE R ) > /<Bkod AB L iF iRINsE3E
B S-1iz, PHA 283.9+108.5, PWM 128.1 +
15.6, Con A 168.3+50.6 ¢, #BRUHTIZZ
n#nl96.2+152.3, 65.9+51.2, 85.0+£81.0 &
PWM I BWTHAFEIC (P<0.05) 18
HIEER G I BE 2N (H13)

(2) 1RMEIEHEG &

BB R SO IMGI®E, PHA 128+17.7
%, PWM 45.7+16.3%, Con A 493+313 %
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T, BBRIFETIIZFNFN208+15.6%, 22.5
+20.8%, —9.2+33.9% » Con ARG BT 3
MHFEICHAFEIC (P<0.01) &BREFHD
{K{& % 32 negative suppression fEfil % % (2
»7z (X14)
7. fEfH

AT L ) BB TH - 2 4 ERICOE,
ZhE LRI 0z #)3R ) immunological moni-
toring & L THOFHAE®HRETL 7.

(1) CD10, 217, B

WRAI534 9 A 23H, TEERSMETIEL L7238
Bt %donor & L 2 SEATHAEERN TH B, 1l
B HEACRIGIE 3 X EME T, = LiIcPHA
MEEIZ269.9 BEANEVEZRL T
%, M ELRIGIZET, PHA, PWM KE
=iz ER L, Con A RS gkt L
Twi2%, #1218 Hic PHA Kit» L&,
PHA, PWM RGHIHEEN KT IS4, i571%27
H B AMEREIE % BH RN Solu-med-
rol &t 3 g ®pulse therapy #ifT, HELREL
BTFT2EHBEEERGERN D> 2hIc B2

%)

R

724%, Con A BUGHIGIERIZK ARG EN £ £ T,
7 #42 BB Cytomegalovirus infection # &,
fif#%70 0 B PHA RIGH LRIV 2BENR

CMEM R G % 324 B UF Solu-medrol ) pulse

therapy, Imuran HWEIC CIEMERIG 2 BB L,
PHA RS L 85 AN20~30% 1k T&E PHA,
PWM BUGHEIZR L Wik, X, Con A RiEHI
HiEgigfeibL, 2V T F =207 IR
(LIF Cer & R&EC) $40~50ml/min & {KE#
Bl b EEL, ME137H BEREL T3 (H
15).

(2) CDi14, 32#, B

BEF0534E 1 A21H, 574 ¢ donor & 1) HFEK
SREERTH B, MEINLE{LEIE, PWM,
Con A Flsictel, PHA Ki32344r EfE%®
RLTW3, fifik L PHARGIISE:2TL,
ConA RGHIHIEL BN F £ Tk 1:8/ME
BMEMHFIG & %N, Solu-medrol 3 1.5g »
pulse therapy # #i17, PHA RIEHET %528
Cer L xEBMHEM % 32 725%, BV PHA KN
L&, PHA, PWM Rz &b v

acute rejection 2

———PHA

----- PM
------ ConA
0
60 o
Creatinine 40
oiimm 20
mi/min; ]
200 %CM virus infection
an
(mo)
0]
SolirMedrot 100 XD R "
Medrol
(mg)
0
0 20 27 40 60 70 80 100 120 137
Days of Posttransplant discharge

®15 CD 10



—-—PHM

BRAELERIAM Y > - Bko) £48 Mitogen i k 2 ShEILRIG &,
BEMLFIC & 2 HEILRIEOIH

100
% Suppression
(%)

*-—8PHA

—-——PWM

-

S
~

N

o
"-‘——-—--
-,

Mitogenic
Respnse (s
——ePHA
o—-—*pPWM

o--~-eCon A

Creatinine
-Clearance
{ml/min)

56 18900
VL L HD

~~acute rejection

~srejection {chronic type ?}

Imuran

(mg)

04

Solu-Medrol 100
Medrol

(mg) i

% Suppression 1001

PHA 50+

..... PWM 1004

ConA O

-50-
200

Days of Posttranspiant

16 CD 14

100
discharge
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Mitogenic

Response &) 1

504
PHA

€0
401

20

Creatinine
~clearance
(mi/min)

7% E-B virus infection

200

Imuran

(mg)
Solu-Medrol 100
Medrol
(mg)

20

40

Davs of Posttransplant

®17 CD 15

60

80

100 108

discharge
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% Suppression 100
(%)

PHA 50
—-—PWM
-----ConA 0

-504
200

Mitogenic ) ]

Response 50

PHA
~—-—PWM 1001

0
150

Creatinine 1004
-clearance
(mi/min) 507

200

Imuran
(mg)

Solu-Medrol
Medrol
(mg}

0 20

40

Days of Posttransplant

60 71 90
discharge

X18 LD 25

#4620 B 2 B H»BHEIEMERIIE 2 EH T,
Solu-medrol @ pulse therapy (= 43953 ,PHA
Kl ER L, Cer & 20ml/min {4if & BE#
Beo Kk HETHiTi% 108 H HaBBEL Tv % ([H16).
(3) CD15, 46, BiE
CD14 & [[— donor k& V) NFEAREHIEER T
55, HETOHBILRIE LIKET, WHk—a%
= PHA Et#°147.0& 18, Con A FUGHIfIE
LIBEN % Th - 12h%, BRKEICIZBIERE
R & 2T PHA K £ D%5081ICKE
LTv 3. ConA RIGHMHIE L EMELMEm % 32
DB L B2 IcEE LR, Mitk60H
i L H E-B virus ik ¥ &5 5 LIRTFHY
g Tt L, Cer 30~40ml/min EREL
7 E eI THT1%108 B H:BEEL TV 5 (H17).
(4) LD25, 2974, B
REfI54%E 2 H1 8, B#l% donor & L7z&tK
BRAEES TH 5, MATHELREI: £ THiE

2EL, AMEERGORRALERBEINT

Y, MR ELRIRIZE T L, #it%49H B —B
iz PHA Risn LR %85 5 L BRRAICIZ A
PEIEH#RUG I TRE T, #7728 B Cer b 74ml/
min * BiFL S TREL T 5, PRI,
PHA, PWM RGBT —E L T nega-

tive suppression Nk LR L, Con A KR

BV TS L0EE %2 2 L ONIMHIERIE
¢ ;BEET£13 negative suppression &% > TV 5

(B18).

LAt 4 g8 L ERIH A, FREMBA L
BRgENHh AN KEIHLLEIEELTELR
T3 2Hh B MEERKGR PHA Rico R
2ADLER L H 2 A, i PHA Ko Lk
BRI fL TAMBEHRE 2RI L VENL S
5. FRMGIEIC BT, SHEEERIGRD
HIRNET 2B B EH L H 25, HIHlEREE
LRI L1 5 TEERE 2 RE L VWEFILHF



BERRMEBERNM) > <5k &5 Mitogen I- L 2 MER G &,

BEMFEIC & 2 HhELRIGDIMH
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ome§25 L, FcR-T cell HELSBRED
BITICES LT3 iSrHEELTVE, &
Blo#%E T Con A Rz 5 W THEAN LEITA
BB EEELZBDU» 722 kit Con Al
& W8 X 1 2 suppressor T cell HFAEHH
SELtwsorimniyv, £LC, PHA,

215

PWM #2113 helper T cell, B cell o
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T 5. ) roomRICNT 5 EA#F L Claman
Lt aE, WIRICEITE T cell HisRMIRLR
PHA #gic R L 72)) <Rz iflehic @ &,
FHRBEORMBICRIG L 2 RKIGHEED ) > -8k
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DIBMIEIC 3T IgG Bk Fe #4H° T cell
#=E " Fc receptor & #4725 &5 T FcRY-
T cell & FcR™-T cell iz 4F, IgG-FcR*-T
cell {21gG -FcR™-T cell iz lb~x PHA (2345 %
R HIZ TR T ConA (28§ 3 S RiF T
HBEBENTWE, ZLTE MiZBWTH Mo-
retta 5434913, IaG 7 Fc #41c 395 Fc re-
ceptor #8575 T cell # Ty cell &, F721gM
o Fcth5i2#t4 2 Fc receptor #F$ 5 T
cell #Tu cell 248, KEM T cell ®20%
LUF A Ty cell, #575%0 Ty cell ThaZ &%
#;ELTWE, Ly ConARHLTIETy Ty
cell @mHEHRIET 525, PHAICXL T Ty
cell 355 <, 72 PWM %2 FHv272 Beell
»IgM EHEETA B & helper (ERI 2 AT 2Nl
Ty cell TH Y, suppressor FEH%#HFT NI
Tycell SBT3 &RTWE, FIRL9Y,
ERE o IgG-FcR*-T cell %k k) PHA
2T s RIBHENT RN N3 E [gG-FcRY-
T celldEBFEHI W & ) EHEBE DB 2R
L, 72 T cell ® helper §£& IgG-FcR*-T
cell B HIcL M2, IgG-FcR*-T
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Induction of blastogenesis of peripheral lymphocytes by various mitogens
and suppression of blastogenesis by sera in renal allograft recipients.
Yojiro ORITA
The Ist Department of Surgery» Okayama University Medical School.
Director: Prof. K. Orita

It has been reported that a decrease in cellular immunity occurs and a serum immu-
nosuppressive factor exists in uremic patients. In this study, we attempte& to examine
the change in cellular immunity after renal transplantation, the serum immunosuppressive
factor and the usefullness of mitogenic blastogenesis for immunological monitoring.

Peripheral blood lymphocytes were isolated by the Ficoll-Conray gradient from 10
ml of fresh heparinized blood obtained from renal allograft recipients and healthy indi-

viduals. Serum was isolated from 10 ml of fresh nonheparinized blood and added in
culture after inactivation and sterilization. Pooled AB serum was used for control.
Lymphocytes were adjusted to a concentration ‘of 5 x 105;ml in RPMIL supplemented
with 60 x#g/ml Kanamycin and 20% patient’s serum or AB serum, and then to 200 #1 of
this suspension, phytohemaggultinin, pokeweed mitogen and concanavalin A were dis-
pensed. The culture was incubated for 72 hrs in a humidified atomosphere of 5% CO2
and air, after which I #Ci tritiated thymidine was added to each well and the incubation
continued for 24 hrs. The contents of each well were transfered to glassfiber filters,
and the amount of isotope incorporated was determined in a liquid scintillation counter.

PHA and PWM blastogenesis of patients treated with hemodialysis were signifi-
cantly decreased. PHA, PWM and Con A blastogenesis of renal allograft patients were
significantly decreased, but turned to recover I year after renal transplantation. Sera
of renal allograft patients suppressed all kinds of blastogenesis of healthy individuals,
but only PHA and PWM blastogenesis of renal allograft patients themselves. In renal
allograft patients with good renal function I year after transplantation, Con A auto-
suppression was very weak and negative suppression increased significantly. There were
correlations between preoperative PHA blastogenesis and acute rejection, and between
postoperative PWM blastogenesis and chronic rejection.

From these findings, it is concluded that clear elavation of RHA, PWM blastogenesis
and suppression of Con A blastogenesis are slightly usefull for immunological monitoring
of acute and chronic rejection.



