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FFCAEDKI 33D 2% 55, —0 31
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AD25 100 5 AIZ 1T ARRE L HEE ST
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1) ERARIER
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TW5, dHpgE Igh JEGERECIE, R
B, ISR SR B . Lok o0 i s R A
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ERBIN/ERBB2IP D /3% )V K B3 HeiE 2
WriclImBTh D, LIS T, ZlncE
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4) ZWrHEHE

AT A IgE JEMRE X, 77 A U I [E LA
ARFZEEFTINIH) O 2 A 2 712 X 0 BiR 2
Wrxi s Z Engmoiz, Il IgE fE<hf
FREREL, gk - BT - FAGE 2 DR IE]
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BEREARSIED —H(DOCKS KARJE 72
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linked)JEGERESEN BV | = IgE JEBEREDZ
WX Z NS OBRAZHRLETH 5,

IPEX (immune dysregulation ,

4. BRIA FFA4 » DIERR
4A. Clinical questions

)& IgE SEERHE OB LE R REIIAT
D2

2) & IgE ERBICIBV T, HIEHIERDO TR
BEIHREEND N

3) & IgE EERICBW T, fiEEEOFES
M GIIHREI NS ?

4) & IgE EEBICRBWT, s/ a7 v
O FTREIIHRTEE0?

5) HHE IgE SERMEIC PRSI MR &
noH?

6) & IgE SERAF IRV T, B DB
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7) & IgE SEERIZ BT, BB
FHEE SN B ?

52 7 f# @ Clinical questions (2% LT, ¥
ATT A7 L a—% K LT, i
DETTANT T Ne—HORILDOHNE L
D EwmE AT L TR EITo T,

1) [ IgEfERE#EEOD
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IR & 0 @& IgE JEEREDS B b B IE
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(T AREEFESE, Y B 7w B
TeE 7 w7 ) B, R, AF ek RE
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= 1 IgE SEMEREDO /) HE &l fn 1A H
1. A& IgE EMERE
1) STAT3-DN T & % & IgE JiEfeff
2) ZNF341 K#JE (ZNF341 LOF)
3) IL6ST HE(L FAEIL6ST hypomorphic)
4) IL6ST-DN
5) IL6R x{8jiE (IL6R LOF)

2. RFED i 1gE JEMERE
1) PGM3 #%6E1 F9E (PGM3 hypomorphic)
2) Comel-Netherton SEfRE (SPINK5 LOF)
3) Loeys—Dietz JEf#E (TGFBR1/2 GOF)
4) CARD11 2% £ (CARD11 DN)
5) TYK2 X #JE (TYK2 LOF)

DN: dominant negative, LOF: Loss-of-function, GOF: gain-of-function

Hypomorphic: null 225 TlZE R 2 KB 2 & 5
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2) 54t (10 warning signs + recurrent skin viral infections)

3) IfiiE IgE OHE (FE#BIERED 2 5L L)
2 Rz IREOE IgE EMRE L 2T 5, ZD7minT,

O KK

@ ®F DBEH
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@ JRHEHT

® ‘EHRIE

® FHMBIE

@ BaEfEmRE
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7o ORBRERPMENEDORBENFIET 720, ZENIITEREDLETH D,
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=N =
2) St (10 warning signs + recurrent skin viral infections)
3) MiEIGEDEE (FipBIEREED 2 5L 1)
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