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Disease

k[R-HLA ligand pair

Effect

Infectious diseases
HIY

HOW
Human cytomegalovirus (HCMY)

Herpes simplex virus (HSY)
M. amerauinss
E falciparum

Autocimmune and inflammatory conditions
Psoriatic arthritis
Psoriasis

Rhuematoid vasculitis
Scleroderma

Acute coronary syndrome
[DOM

Endometriosis

Birdshort chorioretinopathy

[diopathic bronchiectasis
Primary sclerasing chalangitis

Cancer
Malignant melanoma
Leukemia
Hedgkin's lymphoma
Masopharyngeal carcinoma
Cervical cancer
T-LGL
WK-LGL
Seany symdrome

Reproduction
Precclampsia
Riecument miscarriages/spontaneous abortions

KIR3D51/Bwd-B00
FIR3DLT OGS Bved

KIR3DLT RfBwed BT

KIR3D5T

FIRZDLYHIA-CT homozygosity
KIR2DL1 expression on all MK cells
»1 activating KIR in danor in bone marrow
transplantaticn

KIR3D5T in absence of Bwd
KIRZDLY: FIR2DL 3

KIR3DL002

KIRZDA1/2052, HLA- Cw group homez ygosity
EIRZD51/HLA-Cwile

KIRZD51; KIR2DLS; KIR haplotype B
KIRZD52(HLA-Cwi3

EIR2D52+30 2 -

De nowo expression of KIR2 D52 on CO4+CD28M cells
EIRZD52{HLA-Ct

KIR3D51/Bwd

Weak inhibitony KTR'HLA combinations and activating
EIR in HLA-A" 29+ ind vid uals

HLA-CI/CT and 20512052

KIR3DL1Bwd; KIRZ0LTHLA-C2

EIRZ20L 2200 3; HLA-Ct

EIRZDLT: FTR2DLZ; FIR20L2

EIR2D51; KIR3DRT

=5 activating KIR

KIR3D51and absence of HLA- &2 and/or HLA-Bwd
Expression of inhibitory KIR in absence of ligands
Expression of activating KIR

Expression of KIRIDL2

Mothers with AAKIR genotype: fetus with HLA-C2
Lack of KTRZD5T in mothers and increased frequency of
HIA-2 in bath mather and male partner

Increased RIRZDA2 and decreased RLIA-C2 frequency,
awerall increased frequency of acHwating KIR

Higher cell surface expression of KIRZ0L4

Slower progression
Slower progression

Reduced risk of infection

Resolution of infection

Recurrent CMVY infection

Protection from CMY reactivation in

the recipient

Reactivation of HSW during [RD in HIY

Susceptibility

High respanze to infeched RECs

Suscepibili by
Suscepibility
Suscep tibili by
Suscepibility
Susoep tibili by
Susceptibility
Suscepibili by
Protection

Susceptibili by

Susceptibility
Protecton

Susoep tibili by
Susceptibility
Protection

Susceptibility
Suscep tibili b

Muare severs disease
May contribute todisease pathogenesis
[I=e ful diagnostic marker

Suscepibility
Susceptibility

Suscepibili by

Suscepibili by
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L KIR3DSL oS5 o ol o ssalie HIV & See
ol oo &0 sl by L HLA-B BW4-801 i
Cuop glacigie plp jo Cbliz g gugng b bawgie Jrals
b o il lalllas ¢ IS ol 45.(35 22) oo bls ) b

Jomnilis b KIR-HLA oS a5 e e lid Ayl oyl
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