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TABLE 1. ASSOCIATION BETWEEN THE PRESENCE OF VArious HLA

MARKERS AND SELECTED AUTOIMMUNE DISEASES.
AssOCIATED Rewarve Risk Ll' Ll'
Disease HLA Marker* oF Diseaset 0
Ankylosing spondylitis B27 87.4 3a 60 l I e Ba H M M
Beactive arthropathy, including B27 370
Reiter’s syndrome
Rheumatoid arthritis DR4 4.2 H LA
Behget’s syndrome B51 3.8 C a H TM re H a M M C
Svstemic lupus ervthematosus DR3 5.8
Insulin-dependent { tyvpe 1) diabetes DR3 3.3
mellitus DOB1* 0201 2.4
DR4 6.4
DQB1*0302 0.5
DI Gt OnpepensieT
DREB*1501%
DRB*0101%
DQBI1*0602 0.15 npeapacnosyioxXeHHOCTb
Idiopathic Addison’s disease DR3 6.3
Graves” disease DR3 37 Lle.rIOBe Ka K p;lny
Hashimoto's disease DRI11 3.2
3 T o ~
1 n::ns-r|_1:|.rr-um thyroiditis DR4 5.3 60” e3HeM
Celiac disease DR3 10.8
DOQRB1*0201%
DQAI*0501%
DR7, 11 6.0-10.0
DR7, DQB1*0201%
DR11,DQA1*0501%
Dermatitis herpetiformis DR3 15.9
Sicca syndrome DR3 0.7
Mvasthenia gravis DR3 2.5
I8 34
Idiopathic membranous glomeru- DR3 12.0
lonephritis

Goodpasture’s syndrome DR2 159



AHKuUnosupyrowmm CNOHAUNUT

Bone3Hb 0ObLIYHO OaeT O cebe
3HaTb YXXe B NO3OHEM
NoAPOCTKOBOM BO3pacTe.
lNepBbLIMU NpU3HaKamu ee
ObIBalOT Hepe3Kue 6onu B
KpecTLOBOM oTaene
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Cervical spondylosis

AHKUNO3UpYyOLWUN
cnoHOAUNMT

OnutenbHbIN ayTOMMMYHHbLIN BOCNanuTeribHbIN NpoLecc

npunBoaOAUT K 00ObI3BECTBMEHUIO CBA3OK NO3BOHOYHMKA.
BocnaneHue nopaxaetT MexXno3BOHKOBbLIE U e6eHo-

NMNO3BOHOYHbLIE CYCTABbI, d TAKXe nornepeyvyHblie OTPOCTKHU
rPyaHbiX NO3BOHKOB. JTO TaKXe BefeT K YMEHbLLUEeHUIO

NOABMXHOCTU rPYAHOMN KNETKM N NOABNEHUI0 6oneu npu

rnyooOKOM AbIXaHUM.
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Normal anatomy Ankylosing spondylitis
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Tissue graft survival

Tissue
transplanted

5-year graft
survival*

No. of grafts
in USA (1999)

Kidney

80-90%

13,429 (12,483)

Liver

40-50%

4698

Heart

70%

2234 (2185)

Lung

30-40%

934 (885)

Comea

~70%

~400001

Bone marrow

80%

23,500%

Fig 13.29 © 2001 Garland Science
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These are averages. How well'the
donor‘and recipient are matched for
MHC and minors has a big impact on
graft survival.

Most transplants require lifelong
Immunosupression with cyclosporin A
or FK506.

These drugs have many affects on the
Immune system but, overall, are not too
(e)([e!
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Cytotoxic T cell recognizes complex of
viral peptide with MHC class |
and kills infected cell

Q{'
MHC .
class | ',

Figure 1-30 Immunobioclogy, 6/e.(© Garland Science 2005)
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