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RFXAR CHTA) || (24P70) || 122 (TCRa)
4 NIK BCL11B IKBKB
Mo IMHCI(-) | | msn ox40 icos
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TV RILA VRRARY S —H Rl

CDSRIBSAE

4

5

6

7 [zAP-70RIBE
8  |MHCOSRIZIBE
9

MHCOZRIRIRE

10 1AS9FETIBIFAEDDESN. MEREF 2
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19 |$H—k> (Netherton) fiE (R B

20 |MIBRMERZAK (DiGeorgefiE IR EE, 22q11. 2 RAAEIREE)
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