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0.0001; Fig. 1). HLA-DR2E 7} @AM & U

AL Vi ddEHE BATh 4749 VB ol &
Ao A BE AAEFENE xe] 50% o] dellA
VA15, 16, 21, 249 a3
HLA-DR*1501< 7} 8k21e] 709% o]/dellA V15,
16, 2491 FolA, oA HFA9] AF 21E HY

y =
4w, Solsii, d4¥ CDR3 BF P4 wold
o

[e]
4 pge nga,

N

oFal, Algk ko] ofe] VAol elA] Kl x7

2 Hol o] WS F T-AHET #HEstolxes 2
7hHe T-HME S8 QA slr|o] 2B HEIS A
AT, weld, VB CDR3 B@< CD4st CD8
AZOA Belete] BAahe *

H
=
o o AFIBEAS WA = de v AT

TCR VA typing

CDSAIE W82 HLA class I, 23 CD4AIE
932 HLA class 12 A2 U2 43 Ao w=



80 -

70

Ll N=g

N=6

50 -

N=15

40 - o= -'_‘ - N=7

Percent of Vi skewing

20

10 | N=19

A B Cc D E

Fig. 1. Skewing of VB repertoire in aplastic
anemia(AA), described in percent of skewing among
21 VB subfamilies(mean®SD). (A) Healthy con-
trols. (B) New AA. (C) Patients with AA with
HLA-DR2. (D) Patients with AA W1th HLA-A2.
(E) Patients with PNH/AA. “P<.05; 'P<.01(Adapted
from Kook H, Risitano AM, Zeng W, et al. Blood
2002;99:3668-3675).
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Fig. 2. TCR-V 3 CDR3 size distribution analysis of expanded V A families in AA.
Two representative examples(patients AAl and AA2) are shown(of 20 performed).
Columns represent percentages of lymphocytes belonging to a particular V8 family
as indicated on the x-axis. For overexpanded families, the results of the VA
CDR3 size distribution analysis are depicted below each panel. For the spec-
trograms, the x-axis represents size of the PCR amplification products fragments
as determined by using fluorescent sequencing technique(Adapted from Risitano
AM, Kook H, Zeng W, et al. Blood 2002;100:178-83).
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