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Diagnosis / Year 2006 | 2007 | 2008 | 2009 | 2010 | 2011 | 2012 | 2013
Hospitals 184 /| 204 /| 212 /| 213 /| 216 /| 216 /| 219 /| 212/
(registered/member) 223 231 235 236 239 239 242 230
(%) 83% | 88% | 90% | 90% | 90.3% | 90.4% | 90.5% | 92%
Idiopathic AA 58 62 68 68 55 62 49 49
Hepatitis AA 5 8 11 7 13 5 11 1
AA / PNH 2 1 1 0 1 0 0 0
Fanconi anemia 5 4 6 1 4 2 6 4
Diamond-Blackfan anemia 9 6 9 10 6 9 6 7
Idiopathic PRCA 1 4 5 8 5 7 6 4
Schwachman—Diamond 0 1 1 2 0 0 2 1
syndrome

Cong. Dyserythropoietic anemia | No data | No data 1 0 0 1 0 0
Sideroblastic anemia No data | No data 2 1 1 0 1 0
Svere Cong. Neutropenia 2 1 2 0 3 4 4 4
Cyclic Neutropenia 1 3 2 3 2 3 5 3
Dyskeratosis congenita 1 0 0 1 1 0 0 0
Cong. Spherocytosis No data . 54 49 26 32
Cong. Elliptocytosis No data . . 2 1 1 2
G6PD deficiensy No data . . . 5 5 3 1
PK deficiency No data . . 0 0 0 0
Other erythrocyte enzyme | No data . 2 0 0 0
def.

Sickel cell disease No data 0 0
Unstable hemogrobinopathy | No data . . 0 0
Thalasemia No data . . 18 16 11 8
Other hemogrobinopathy No data 0 0 0 1
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XA FEFEEND RNA A4 75 ) —2HWTEH
BH XY FFx—L, ANV THOFER —7
P —HiSeq2000 THREFEM LT 21T o 7=, /bl
BEFREE, Vo —y—27 0 AR —
Jx oY — W=y N — 72 RIZ LY
AL, TIVEBERLA U S2FRERO—EE
ZRINZERAOND L FPHREIND =D, FHENOR
BEERBELMITL, BRZERTLIZLICE
D IREEBETFOBEHER Y AL, FREETERD
RIE &R T,

(i ~DELRE)

b b L BEFIRATOIRICEE T 2 mEfeEHC
PV, BLRTKRFEFHOMBEZBSOARES T,
BEBILOFRERIISRFAZITOVWIEICLL2EAE
Z/ObL, mELEETREEA L L THRIFTZ1T-
7o

C. SR

Z I E Tz DBA153 Bl EEFERKR AR FHWCEEF
FEFTZITV, 81 BB O RKREGFOERDH DN
TR EERHELE,



AEE R, W — 7 oo — A iy —
v M= AR KRR DFFHT 24T - T b JFA
BB 16 Fok 28 4 GERBFEREL ) I©
DNWTERTY Y U & T T, ZOREE., ZhE
TIZ A O 70 B IK 5 Bl (R - RPS15A
(c.G213A) # 1 Z% 3 PN Uiz, ZROIE
iz 3Bl CRAL Gl f) 3T b EETHY
IERBE TH ORI ER IR SN oTo, &
(o, R MEAZER L Y total RNA 24 L, #h
#E 2 LT cDNA Z & LT RT-PCR #1701,
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L. RREREE, WA SO R IGE it
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- 0.00699 1.9 0.49 1.5
ELANE 75 5845 fead LTz, (x108/kg)
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Case 1 Case 2 Case 3 | Case4 Flu 125 Flu 120 Flu 125
Age 10 m. 2y 3y9m | 1y3m Conditioni | BU 16 | CY 140 CY 100 LPAM
Sex male female female male ng CY 120 |LPAM 90 TBI 3 140
BLANE regimen Flu120 | TBI3 ATG 40 TBI 2
Etiology | 25N BLANE 14501-4503 BLANE ATG25| " 7 7| ATG5
del Rejection|Rejection Late
Ot Results Rejection| (day 55) | (day 14) rejection
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Casel | Case2 | Case3 | Case4d
Age Ty 3y 9y 5y

MMUD | MURD | MRD | MMUD
Donor (HLA (HLA (HLA (HLA

7/8, A) 6/6) 8/8) 7/8, DR)
Source BM BM BM BM
NeC 3.4 3.14 10.9 8.47
(x108/kg)
CD34 4.2 11.1 2.32
(x106/kg)

Flu 125 | Flu 125 | Flu 100 | Flu 100
Conditioni | CY 140 | CY 140 | CY 160 | CY 160
ng LPAM 90|LPAM 90|LPAM 90|LPAM 90
regimen TBI 3 TBI 3 TBI 3 TBI 3

ATG 10 | ATG 10 | ATG 12 | ATG 12




