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Table 1. Reconstitution of human multilineage leukocytes in NOG-hCD34 mice wb

Linage marker ¢ CD45" Ccp3* CD19* cp4* CD$’ Cbi4*  CD34*
PB (12-13 wkold) 349113 102469 175263  4.7+29 52433 na.f n.a.
PB (28-31 wkold)  33.3+145 224468 8791  14.0%62 54423  0.2+02 na.

BM¢ 4324208  7.845.7 27.2424.6 na. na. 27432 54439
Spleen®  75.9+16.4 4294229 256123 263106 11.5£8.0 na. na.

Lymph nodes®  94.8+5.1  82.248.7  8.0+4.2
Linage marker CD45" CD4SP  CD8SP DP DN
Thymus ¢ 98.5+04  12.6£7.7  65%49  76.3+209 10.8+10.6

n.a. n.a. n.a. n.a.

# 1. NOG-hCD34 = 7 22 B} 5 b b A MERKIAL D 5 Ai

a: NOG-hCD34 ~ 7 2 (fE{&3k 4-8 B) DFhFhot b AMEKEI A flow cytometry I & Y HIE
L7z,

b FRENOMESEOEE OERME X EBREEEL & bITRT,

¢ FRENOMESE~— b —XU TFOMERY, D45, £AMER, D3, T HAL, CD19, B A
Ka. CD14, BiER, CD34, HREEK,

d: BRI 28-44 BEICER LT,

e: SP: single positive, DP, CD4CD8 double posi tive, DN, CD4CD8 double negative

T TRy
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