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— A disease caused by GVHR, which can
damage the host
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* Acute graft-versus-host reaction with
vivid palmar erythema

Immunology




> F]bw 5':and atrophy of one or more of
e org% hS

) E\ :m ally complete dysfunction of the
i cted organ

Immunology 610]



-
—

=Jojig] acui te and chronic GVHD are
rummr 1y treated with intense

JIIJIIJJ psuppresion
e-Un c‘ertam

—

- h ~
|

| gtal

————— "—
> —— — -
e
—

Ay
- -,——-’
—— "
—
-

-

-

—
—

Immunology (64



’.‘—-‘_’*— -

= r'evem'lon and Therapy of
*:‘-'_:'—3“‘ Allograft Rejection

Immunology 63



alissue: J;je ng
Ainmunos suppressive Therapy
2 JIJJJP*- bn of Immune Tolerance

“’-—"——

-—
s

- ...,—-‘_.——' -
" 2 -

g

- -h R ~
— ﬂ - -
_‘—- R -
— Ve . PR 5 -

o

—
—
—

—

Pt o= =
———
i =

Immunology 64



J,Ts ue ﬁ%

A0 Jf d'Rh blood typmg
) Oro:):n atchmg (Preformed antibodies)

Immunology 65



Recipient

Host A | Graft
AT accepted

Craft
rejected

Graft
accepted

/////////

Graft
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= f__Antl CD3 mAb----Deplete T cells

'* Anti-inflammatory agents

— Corticosteroids----Block the synthesis and
secretion of cytokines
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eRemoval of T cells from marrow graft
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= .{JAntu-TNF-a, Anti-IL-2, Anti-IFN-y mAb
* Microchimerism

— The presence of a small number of cells of
donor, genetically distinct from those of the
host individual
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