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willowu winseiemslésumssnmfuanehaiufsnans
nasdulihmestueufiuad dniasehatuasiiady
woufiaufissnsnnasduliaemesoweudived ddaad
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Rheumatoid arthritis, systemic lupus erythematosus,

ankylosing spondylitis, acute anterior uveitis, narco-
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Ramanoendmlh3a usachalsfmudifihenldsugolss
HIV 1nsmetseanaidosay 0.5 iaamsvadlsnandinm
JaaFeneauepdanaazlsiflainisias (ong-term nonpro-
gressors, LTNPs) wihagldsudgasmnunansdu sainms
AR I YA é/ { gdd A ‘ﬂl tﬁ‘ 1% AY o
AnmwuhERamenguiliBusiomitaiisnsmnaanfaniu
q v X o YA | . LA A
Il aolhssqnawléifunth Elite controllers Wi
\Aendosda HLA-B*57, HLA-B*58 uay HLA-B*27 It
WenfuinuEnfueudian HLA-B*18, HLA-B*53 4l

13-15

mamidiulsafinnii®® uaviifauladinm HLA-C Tudéa
Falhse HIV fumasidiulsesadsaeadie 15 duumams

TumsiiasnTedudlasiulreadlusnmed

AU aswauAa% HLA funisunen
L7 4ﬂ| Yo a a v
fihennenadeldSumnesiionafiomsuiien (drug
o v A PR A va Y A
hypersensitivity) 1 #owu ldoslueniifiuise iuienafia
dusnrion nauenfiwuhiinanuneEiegidmanigege fo
et s euftheaald enenfidum eudthe
o 1% ‘g o < 901 A A [t v
dnisunaiie enSnwaess shinde Hen e a1ms
VoA A A e M a o Ty
wiendl 2 sfie fo silof ipuussuazsiiofipuiss wfiadill
FUUTIREHDIMINTAIDANNNEINI 1T Auanfiy Hudu
MauaINeNaTengehee davgiianiguisasiiamaduan
Fwasun evwslafiasuazmyemela Sund anaphylac-
tic shock Wi M3 IFSUENMLTERAY V3ol iaenany
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