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Internal lymphoid tissues

Thymus Spleen

Bone marrow

Lymph nodes

Mammary glands
Genitourinary tract

Secretory immune system
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FYBAY o 2H TA 29 A4l A2y
2, DNA%A| o} falabzalo] Bars] APxeh.

4. {EEhEEaS) THEVieE

A2 Qe qAoddhe 58 AFA = NK4
%, CTL, KAl 2 ¥ 3 o) 4 4] Z(activated macr-
ophage)o|e}. 7t 254 2| SA4 3 F A Toll
A A0 ® Fedal 84S Sl Eshd vhg st
Zeh (2710 #2x).

1) NKMZ : CDs, TCR1a+ 8, a+48),
CD« CDs-, FeR*¢| ol % ds}F(LGL)o|ch.
1A NKA 22| 2m 3k b7 2 & AFghol] 4] CDs,
NKH-1(Leu-19)7}, u}-$-26l 4] NK-1.1/NK-2.1¢]
FolukA 7k debe Aol °‘f«'=l§314 NKAl 2= Fe}
2] ¢kow MHCS] |
Yebl = Aol SFolslrt.
TCR-a 8+ %= TCR-a 6 * T4 £9] o135 NK
A Z9) G AR A| TEA LS el £ o] T
A TS “§-2}-NKak-&”(NK-like reaction) X
£+ MHC 8| 874 A £L3)(non-MHC-requiring

cytolysis)gla 22 D]—

£ ¥ % nylon woole] H-3

@4 glol AEE4E

MACROPHAGE

Cytolytic”
enzymes? ?

- NK
. CELL

38 10. AlZeAA AEE4H vzl ZFgr)A.

PFT/Perforin 4}9]-& Al 278 3 2o0] W shxut ly-
mphotoxing ZHe] THMEE A £ 9=}

600

32 LKs 24 43 4 £(lymphokine-activated
killer, LAK cells)Z o]-£3F Sofr o ajo] A&
=3 g}, o] LAK 4] £ & o] &3¢ “40"_8_‘3;}—"— NK
AL EE “§A NKA 278 A& 3ol 4 IL22
A Wl F2bshe whol o

2) CTL:CDs*, CDst, TCR-(a+ f/a+§)*
24 50| 341 (Ag/MHC Complex)2] & &}
o] 23}54 5 T Eo|e}, CTLY “ds}T7] 5
£1”7¢] LFA-1, LFA-2(CD:) ¥ LFA-3=
3} A go] A A Zo} Agtstev LFA-1-2 271
oko]-& o] A AL 3}x=ut LFA-2 2 LFA-3=
Fole WEAY AFT st Aoldle] glrh
CTLd] &3 AY A AFEARIE class] MHC
AgA CDs* THl Zoll o3t AT Absl 2§
otk vt 3 ulol g & ZrdFoll o 7 Al A
o L nlo] ] 2o wle} class ] MHC A 54 CDs
+ TA|£& B2 class] MHC #13t4 CDi* TH %

= Ao aeh 4 28 Aol 243 3= ek
B o] 2 4] influenza vjo)z] ~ el &= CDi*t g
CDs*(class ] MHC) TA) ¥ 7} 25 3o s}x)ul &
o] o HSVel| B3l vl od.& class]] MHC = gt4] o]
27} 5Tk 90 uho) o) 2] F-5ol whe} MHCS]
£ 19 ARAE Il ke o] = oA
kg3 ghork e 4902 ghalo] a1y
9] 73 Z (exogenousendocytic processing pathway)
2 Aels] e A= o] class[[ E=pol A s}
= u}e W gl 4 %] 2] (endogenous processing) =3
ol A A Zo] 4= hepul g 5hel-e class [ 22
shal Ayt FoldE TR
ek, m o] AFE —%ﬁaz} o A¢ Y A

14f

oF 341 2 AHFA R F

Solgte

class] =

_,d
)
]
M

Foqlo] AT Aol vl mabed vho] E3h§ Fa]
b Al Eahe °lw7} Al g o] WA g4

o] gl E AR A E5p7] wllFolebe AE ¢AlE)
olch, AIDSe] 21e1ql HIVoi ¢5F CD«* TA| £9|
A1l A 31l el] o gk ube] Al Yol 4 upolaf £ b
WAl Wl ER ol &AM AA
Brhclass] ¥ MAIAES Ho® A4

.2
=2
gl of Esbdolebe AL alahgsh



a8
©
=
=2
oo
i
2
ull.
N
=2
=
ok
>
i
2
R
i
.
o
X
M
oX

N
_—

41 22 pE R
rlo
2
jani
@)
o,
&
w
w
f—
o
u
rhe
=
3
s
o
2
- =~
b

[ o

oh

o

fr

», o
2,

>

o T
3

.

©

MHC classI Al g4 CDs* TAll Fol] &J3F A 2
W 7] A ol o gt whe] g2 dubA o 8 Fobx]

Y02 o) TRtk F, O CTLE 4) 254
44(LT, PFP 59 4 4hjol &3 442 ol 4
3t, @ LKs(el IL-2, IFN- 7)& 4 4ksbed 2414

o2 v A5 Z (el Te, NK, s 44 )71 Al £
=AeE WIHHES FET

3) MMEK cells) : IgG ¥ 1gGs?] Fc ¥
SRBCo|| w3t 484 & 2t Ta Lol e} 1
22 KA 2] BA44] Zof| of 3 Absl] 482 3] 2
Z4(ADCC)oth. K4l 28} NK4| 2T E 7-0 4| T
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| ] HLADR
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peroxidase
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TNF(endotoxin =}=-) 5ol] &}3}e] T4 5}x|o]o}
% Aslel, vl 9 apake] A Lo Fa E9
g2 (kA )= 1™ 11sk e
5. MEIREME M EiE

CTL 9 NKA| 24| 2|3t T2 29| 4ba)) 7] =&
-8 Al Tl 2] (mediators) S &-31 B-gk7] o)l ®
5, w7l oh i oA ok gla] e o
7k ol Al & &3t E-ghzh-gol] 2|5k Al T4k 2hg
S 9o, 28y CTL == NK4 Zof] &3 &
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94515 254 Z(CTL)% 3 %5 efof et (2
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4 BAA 25 Edled gl st 2l (1-3%) Al
d dojtet. ol F Al 27| 23
o} & 723Lx)ak(1077—10° N), A 27 Az AL
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£ ZAA 2o} 2HE Al 2ol 4
on) & 4}o] &% 103ol A« Fch ol CTL
X (D lymyhotoxin(L T), @ PFP/perforin/cytoly-

o] o

el 8 2 (depolarizati-

A 29 ALFHL thest 2L dAY WA S
AH AR A Zol WA FAA A5

sin, @ lymphopore, @ protons & ® 8.4 54 |
AR B (E)E FAA Tl Aot 2 E

CTL RECEPTOR TARGET ANTIGENS

cl1 MHC+X ¢ g
H,N NH:

INHIBITION OF
CONJUGATION

EDTA BUT NOT Mg, EGTA
METABOLIC INHIBITORS
LOCAL ANAESTHETICS
CYTOCHALASIN 8
COLCHICINE
RECEPTOR/ANTIGEN

§¥ | anmisooies

NH2

-NH:

+X
Bem

HO.C

COzH

ADHESIVE FORCES:

1 0—7 —_ GN
107 LETHAL SIGNALS(?)

(1) PUTATIVE LYMPHOPORE

~ Conjgg.. (& (2) LYMPHOTOXIN
& (15 on \ (3) RECEPTOR/ANTIGEN(MHC)
£ (>15) I INTERACTION
5 (4) PROTONS

Na* Ca** e MODULATORY
STRONG TEMPERATURE
NS, DEPENDENCY

K* (*Rb*)—EFFLUX

I Ca?* e—INFLUX
(VOLTAGE-DEPENDENT)
TFYF~—== AND/OR Ca** —MOBILIZATION
(#M RANGE)?

HLETHAL

; & g
" \nl \ ? D?O-‘ ‘
3 (10- 120) §‘
’ X 8
\-]

!'ﬂlll

ATP EXHAUSTION

(CESSATION OF ATP-
FUELLED Nat/K+
PUMPING)

ACTOMYOSIN | VERAPAMIL

AT Pase

PHOSPHOCREATINE AND ATP
CONSUMPTION
CO AND/OR NO* (PUMPS) AT Pase

Ca** —MEDIATED ACTIVATION OF CELLULAR ATPases(?)

28 12 AXSY PohTell AZ 882 32 (Berke, Microbiological Science. 2(2), 48, 1985).
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a8l 13. #9 CTL R83} P815 mastacytoma ¥4
A X7 A% A &28(John DingE Young &
Chau ching Liu, Immunol. Today 9(5), 140,
1988).

k2 T AL = T Nat— [Cat]eo] §4lo] 71 4
[}
o

.((Ca**)e?] -591-& Mg:EGTA2} Verapamil

i,
o

2

| o 3ked QA =l eb]. Al ehAl = B Al Lo L8l
Al &l (programming) ghA] &4 % 5 2~ 105 B
ek olel AX] £ oApgstEA D acto-
myocin ATPase?] Z7}, (2 phosphocreatines}
ATPase?] 4%, @ ATP-2]&4] Na*/K* =
£ 34, @ ATP- 24 Ca~ 334
W S o] paslel A RA = A FF10~12
Mol ot b A 44 S] Aol ok, £44)
ATP-2] &4 Na*/K+ 5 22p-8.9) $x) 24 4| ¥
S7hE ] YA @ FEH A (bl
ebbing), @ # &%) (nucleus disintigration), @) A}
2] 4] 5) 3}(mitochondria swelling), @ ] Z.¢] & &}
444 (zeiosis)o] AR e} chalal sl = 2 2] o)
© CTL= 33 =2 g3 2AAE2 Yo Fel5
o A EERIeH(> 154).

14

<
= o fe Mo

£

fa

A H O [o]
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REH02 Wslo] CTLe| 25t L4422 4
N 1t 82 EA A E2) A 4 ol o) Aol o] 2
£ Apolela fg % oleh

6. MBI EHEe

Al E Ao Al & 2E 2ol A X7l A S
S NK,CTL, K& w4 27 44 Tl A
el rlokgl & AFAl 52 (lethal signals)o] v},
NK % CTL7} 4tsdbe 4 <eal Ha=2e
Perforin(pore forming protein ; PFP)3} lympho-
toxine} glo=, o AH Z7} ALEsle F o AR
= tumor necrosis factor(TNF)9l protease, lyso-
zyme, IFN, H:0. arginase 5| oFed%ich,
13,2831 36.4041)

1) Perforin : T4 ol &5} T2 & é] perfo-
rino] fER el oo EAA Zeel] wjay 2 A
(160A) %
70A)8 F= Pool ol T £7F 344 ol A &35}

B

S Pi(@AkEaha )3 48 4450~
.
.

o 152 o) T E4 A 24 perforin 33
o] watalsle] Golgialsh vl Ae Foted 3
ek 55 Ahslo] EAM £ A Eots) At
!
J—'TL

Target Cedl

Killer T Ceil &

38 14, FsbT A oAz AN A2 FE
2 IR,

Polre BT P55 gadsle Ay
(PFP/perforin/cytolycin)g *!]Eﬂc'ﬂ F+&3ch €3
A AW Calt oke] Frlel &3tel. Ca*t &EAldll PFP
Z&4A Xoba) A48 AF(1)3k A= (2), FE=
(3), FoEE Eel(4) A2 DA FEAE
&} (5) PFPY g4yl 13PAF22, Ty
A3 dFAder saEgdch. Caft o 4Tz
ubAbel ob F3tef| & 8 5}hc}. (Young & Liu. Immunol Today
9(5) 140, 1988).
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Perforin-& o 8b4 @ ajulk-¢ —3— 2
2 2319) A9 R(C3 FatatriE Aol ma
.ok, 5 A T aks) 2-8-2) pol 7k AW A AE
o]l Wyl Edeleta FAs = A TRILVE 9]

mdeH o perforing}d
EIL-22 Aol A 2pFske] w3 A A A
5};] s} _\i.yl/d-%,q] 9} 7:]—7

254 groh
HE3) 242 Ca?to] &4 0] AojA
olzl A ZFH5E B 32 CTLA

T Ca™M &4 o] o Ca**e] &
/ﬂl Z2| S/ CTLFol we} e 2 7] o o] CTL
o] Al 54 282 29 3] perforin 0] 92| T} v|
2] 8] A 254 EQ0 &) sted dojrdeta FAshe
Abgkol W}, 18] 2 8 perforin 7] 2= NKA| 24|
o347tk CTLA TAIE 4late] 43¢ who}
“FrAENKA| £72] “(NK like)” 7] 58 4H & =
Ehdeta 2 gle}, :

2) lymphotoxins : CTL % NKA| 2] LTE A 4)
Zof o3k DNA o] .e] 23 2}%(150~180pr 3)
%3 )2 PFP == 2314 84 2r 8-31 £-9 3] 3}o)
€ vebdi e} oj2l 3k DNA 337} lymphOtOXln°l

237l 4

Perforing]

xg H‘]_—oo] iiz-l

A Eehg EAAA A T H-2 He] g3 T L)
endonuclese® §91A]7 0 24 Tl A Fulbe

endonuclease?] B4-& S 747024 A3 ]
folurta 48k vk 2 F7kx] & A LT
o] 432 o] R A 0 24111 4 Ho] ofvi | v Tl
2 A AEs gL A me2q gl o 24
upe £ LTe 2+ LT a (MW 70,000~90,000),
LTB(MW 35,000~50,000), TL ¥ (12,000~
15,000), LT « H(140,000~160,000), LTcx(MW
<200,000) 5o] ¥z glct

22 vhe2 9 apete] CTL g NKA| 2 o
Zol| &= A ub-2-2) 7o) 919 perforinzt LToﬂ u)
Wate] o 7 (A7) 29
orf(TNF). =+ o} 2 LT(MW 60~ 70kDa) A
Tebe Aol weigch

TNF-a =3+ “cachectin”2 endotoxin, BCG,

2] tumor nurosis fact-
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o125k 24YshT
=
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IFN-7 9 IL-2¢] 4
27 AEEE 5

ol 2 3ke] of Al 4] Lo} NKA
ofAtsf} 9l zfo) e}, TNF-a & li-

pogenic enzyme?| 4] € 2k triglycerides®] 4

F & 2ebslr] o) Foll TNF-a A Abo] -2 Foksl
Z}ol] A} 4] ek(wasting/cachexia)?] € glo] Fl v}, =
§ TNF-a & Wl 28 A3 ste] [L18 4124
A wdde] q&E ek TNF-ad] 93 T4
2] g AEe [FN-7 el 5o} A5leh Ape
2] recombinant TNF-a-+= ZAHA 29 class]]
MHC 919 £4¢& fEatche AE °‘E=]§§\D}

=4 32 TNF-a %2 LTo| 40| g
A28 T AHLA 2152
(“TNF/LT-like cytotoxin”)e] B.FTA| 2 ¢} wlu}
A) 2 (mast cells) & 34 oh2 94 2ol ¢ 5he]
= AEsvke Ao] @Heh®

o} 2 oA 2+ Serine esterase$} proteoglycan
o) TAl .9} NKa| Zol olhe] 4 4k 2ok W2t
g1 e gl 2] ok 2 & TAl 22| T A4
Eo T ALSHAEE o2l apaho] FAT est
erase 21 ¢} Falslets A FR I QU P o F
o] TA £ Al 54 =+8-& perforin, LT, TNF 9
$4F TNF/LT $41 846 23 o2 235c),

2 %

A A Z(APC)st RETAE 7k
Lol 2] 5te] FAs1xl 254 £(NK4| 2, CTL, K
A, AAAZ, 3 TF5)9] FkA 2, o] A2
2 A 2 GA Tl AR AF Al 2ol A A
EFAAEE A e E AR T AT
Adolth At @izt A £ A Ao Bt

L dTA & Evsta TedapraiA4 A2544
¢ AAY BT B4 weglA ek

oA Tl g4 aokshad ot
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&3 Zrh
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2. THZ9 N ZEHeYE2F(CD)o 2=
CD:, CDs, CD:[LysT:), CDs(=Ly:), CD, CDs
(Ly:7F 9007 CDie w2 TA| 29| So]ut5 o]
3 CDete 4| 254 TAIE 9 o} TA| 2] Soln}
Aolth, Fa Tl Z484](TCR)E: CDi Ex
CDs 218} 7A7zke] @At o] akal(TCR-a g
/TCR- 7 §)01% ¥Z TAlE CDi(up-o Ly T

L3 9} e grsle] gk ook Tl CDs(Ly
+23)— sdFgA ok Ads ol ek

3. TAl 2+ Ti-CDs(39/MHC) B3t & 5
“rd b 2|7k A= (el )2k CD5 &3t
u] 5o 74101] o) sted FAsH(F3H5A )= vl

%—o] 2 23 247 2ol A T Z(CD+ Y CDy)

EPEM Slahod e RETH 27} 4 4be}

a7k IL-29] #p5o2 23154 5l CDs

LA ZE45S vebdA e CDoE of4ls) A2
o vehix Zaroh,

4, B2TAH ZE class]] MHCE-=}e} o ghs] 3}
28 A uke A EEYTHEE class]
MHC $7tsh Qg3 e 49,

5. Yot F M4 A T=EAL A E(conjugati-
on), ®B-E=
43 (lysis) 9 A &3k (recycling)®} =k
AE AH ARk

6. TAHN LA 2] 2= perforin/ PFP /cy-

fr

T
455

(depolarization), -230#}3 (progra-

mming ),

tolysin, lymphopores, lymphotoxins, protone,
cytolytic enzymesz} G om AT 5428
o1 o] slol £ A 2] b Al &
279 3ch,

7. CTLoiAA FA4 2] Fa wHfapdsle
actomyocin ATPase?] %7}, phosphocreatines}
ATPased] £%, ATP ¢ &4 Na*/K*+ o=z}
4] F=), ATP 9 &4 Car f52h4 2 A 2
ZHo) AR,
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o 2 Fd& SvHIZ 2 %
7, AR A3 Y A E FE2ALA (Zeiosis) o]

e

L

[
B SREEO

A g0 % CTL o) A4 4 54 =+4-& PFP,
LT, TNF, ¢4t TNF/LT ¥ 7€} o) 4] & 53t
Bt gol v Al E4E) 714 A SA ol AhAE L}
AP Axrx(d g Ax4)2] sbdd 28 A

=2

it

g

HO
ek

1. Acuto, O. and Reinherz, E.L.:The human T cell
receptor, structure and function. N. Engl. J. Med.(1985)
312:1100.

2. Augstin, A, Kubo, R.T. and Sim, G.K.:Resident pulmo-
nary lyumphocytes expressing the r/d T-cell receptor.
Nature.(1985) 340:239.

3. Berke, G:How T lymphocytes Kill infected cells.
Microbial. Science.(1985) 2:44. )

4. Boehmer, H. von., Teh, H.S. and Kisielow, P.:The
thymus selects the useful, nelects the useless and
destroys the harmful.Immunol. Today.(1989) 10:57.

5. Bottomley, K.:A functional dichotomy in CD4 T-lym-
phocytes. Immunol. Today.(1989) 9:268. }

6. Brown, M.H., Cantrell, D.A., Brattsand, G., Crumpton
M.]J. and GuIlberg, M.:The CD2 antigebn associated
with the T-cell antigen receptor CD3 antigen complex
on the surface of human T lymphocytes. Nature.(1989)
339:551.

7. Buus, S. and Sette, A.:The relation between MHC
complex restriction and the capacity of la to bind
immunogenic peptides. Science.(1987) 235:1353.

8. Davis, M.M. and Bjorkman, P.].:T-cell antigen receptor
genes and T-cell recognition Nature.(1988) 334:395.

9. Doherty, P,C., Blanden, R.B. and Zinkernagel, R.M.:Sp-
ecificity of virus -immune effector T cells for H-2K or
H-2D compatible interactions:implications for H-antigen
diversity, Transplant.Rev.(1976) 29:89.

10. Fitch,F.W;T'cell clones and T cell receptors.Microbi-
ol.Rev.(1986) 50:50.

. Fleischer, B. and Schrezenmeier,H..Do CD4 or CD$
provide a regulatory signal in T-cell activation, Immu-
nol. Today.(1988) 9:132.

12. Gromo, G., Geller, R.L., Inverardi, L. and Bach,
I M.:Signal requirements in the step-wise functional
maturation of cytotoxic T Imphocytes. Nature.(1987)
327:424.

13. Hankart, P.A.:Mechanisms of lymphocyte-mediated
cytotoxicity. Ann Rev Immunol(1985) 3:31.

14. Hercend, T. and Schmidt, R.E.:Characteristics and uses
of natural killer cells. Immunol. Today.(1988) 9:291.

15. Janeway, C.A. Jc., Jones, B. and Hayday, A.Specificity
and function of T cells bearing rd receptors.Immun-

ol.Today.(1988) 9:73.

16. Kaufmann, S HE..CD8 T lyophocytes in intracellular
microbial infectons. Immunol. Today.(1988) 9:168.

17. Landau, N.R., Warton, M. and Littman, D.R.:The

1

—

605



18.

19.

20.

21.

22.

23.

24,

25.

26.

27.

28.

29.

30.

31

envelope glycoprotein of the HIV binds binds to the
immunoglobulin-like domain of CD4. Nature.(1988)
334:159.

Long, E.D. and Jacobson, S.:Pathway of viral antigen '

processing and presentation to CTL defined by the
mode of virus entry. Immunjol. Today.(1989) 10:45.
Machy, P., Trunch, A., Gennaro, C. and Hoffstein,
S.:Major histocompatibility codmplex class I molecul-
es internalized via coated pits in T lymphocytes.
Nature.(1987) 328:724.

Marrack, P. and Kappler, J.:The T cell and its receptor.
Sci. Amer.(1986) 254.

Martz, E. and Howell, D.M..CTL:virus contol cells first
and cytolytic cells second? DNA fragmentation, apopt-
osis and the prelytic holt hypothesis. Immunol. To-
day.(1989) 10:79.

Modlin, R.L.:T-cell receptor of human suppressor cells.
Nature.(1987) 329:541.

Moingeon, P., Chang, H.C., Walner, B.P., Stebbins, C.,
Frey, A/Z. and Reinherz, E.L.:CD2-mediated adhesion
facilitates T lymphocyte antigen recognition function.

Nature.(1989) 339:312.

Old, L.J.:Tumor necrosis factor(TNF). Science.(1985)
230:630.

Ostergaard, H.L., Kane, K.P., Mescher, M.F. and Clark,
W.R..Cytotoxic T lymphocyte mediated lysis without
release of serine esterase. Nature.(1987) 330:71.
Pasternack, M.S., Verret, C.R,, Liu, M.A. and Eisen,
H.N.:Serine esterase in cytolytic T lymphocytes. Nat-
ure.(1986) - 322:740.

Powrie, F. and Mason, D.:Phenotypic and functional
heterogenity of CD4 T cells. Immunol. Today.(l'988)
9:274.

Reid, K.M.B.:Complement-like cytotoxicity. Natu-
re.(1986) 322:684.

Reinherz, E.L.:T-cell receptors:Who needs more. Nat-
ure.(1987) 325:660.

Robertson, M.:T cell receptor-the present state of
recognition. Nature,(1985) 317:768.

Roitt, L., Brostoff, . and Male, D.:Cells involved in the

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

immune response. In Immunology.(1989) p. 2.1—-2.5,
Mosby & Gower Inc.

Saizawa, K., Rojo, J. and Janeway, C.A. Jr.: Evidence
for a physical association of CD4 and CD3: a:b T-cell
receptor. Nature.(1987) 328:260.

Shaws, S., Gintherluce, G.E., Quinoenes, R., Gress,
RE., Springen, T.A. and Sander, M.E..Two "antigen
independent adhesion pathways used by human cyto-
toxic T-cell clones. Nature.(1986) 323:262.

Shinkai, Y., Takio, K. and Okumura, K.:Homology of
perforin to the ninth component of complement(C9).
Nature.(1988) 334:525.

Spies, T. and Morton, C.C.:Genes for the TNF a and b
are linied to the human MHC. Proc. natl. Acad.
Sci-USA.(1986) 883:8699.

Stobo, J.D.:Lymphocytes. In Stites DP, Stobo JD and
Wells JV(ed.) Basic and Clinical Immunology, 6th ed.,
p-65, Appleton & Lange, Calif.(1987)

Strominger, J.L..Developmental biology of T cell
receptor. Science.(1989) 244:943.

Takagaki, Y., Decloux, A., Bonneville, M. and Tonega-
wa, S.Diversity of ad-T-cell receptors on murine
intestinal intraepithelial lymphocytes. Nature.(1989)
339:712.

Tizard, LR.:The response of T cells to antigen. In
Immunology:an introduction. 2nd ed. p.224, Saunder’s
College Publishing, Phil. (1988).

Tizard, I.R.:T-cell products. In Immunology, 2nd ed.
p-242. Saunder’s Collge Publishing. Phil.(1988)

Tschopp, J., Masson, D. and Stanley, K.K.:Structural
and functional similarity between proteins involved in
complement-and cytotoxic T-Lymphocyte-mediated
cytolysis-nature.(1986) 322:831.

Ucket, D.S.:Cytotoxic T Lymphocytes and glucocortic-
oids activate an endogeneous sucide process in target
cells. ‘Nature.(1987) 327:62.

Young, J.D.E. and Liu, C.C.:Multiple mechanisms of
Lymphocyte-mediated killing-Immunol. Today.(1988)
9:140.

606



