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L BU®IC

WEkr Bk 2 0 = —jili#% K ¥ (granulocyte colony-stimulat-
ing factor; G-CSF), FHIIZIKT- (stem cell factor; SCF),
I ) Z2aRLF ~ (erythropoietin; EPO) % EDHY A M A
A4 VIGEMR T LTmsnTB Y, B e §ibk
Mo BN %2322 & b HAEROSETHER
ENTWA. Orlic bid~w 7 2A0&MLHEET TV 2/E
W%, BEEFBIC TR (Lin - c-kit+ M) ZBH L
TEOMBERE LY. 9 HERICZ 0K O 2
LA PR, I A5 P-4 i M 23 A Ui g A R i
Rz RBE L. —F, I XOLHMEETVEH
WzEgE T, MBI ORI L v v
IFERPMBDO 7NV —ThEREIRTVEYY . BRiOE
MR B L i Oa g2 b3 2 T iEPE 1 contro-
versial TH» 525, BREREMILILOHMzIcsbs 5 &
WO LD H Y. LR L sk A N A i3 RS
MR 720 C 7 < 1A IS AT ERATIE (endothelial progenitor
cell; EPC) b B & 50T, MEHAENHIC X 5 ki
DEBOEBDELMF SN LY. AR TIROIMAEEEIC
53 % G-CSF OFEH & B\ % LB ZE & BRPRAF 5
DOREREWIT 5.

II. G-CSF

G-CSF (3 F# R s o vasd, 1k, HEFLR EoR
VR 5 fE e, BRI T 28 BIEH % b
DT EMD, BIRIZE W TR 1% O I Bk A iE R
MR 2 EOBRICHW SN TWA, E e D
AMTPLT R b= AR, PuSEEN, EPC g5 - #E5E
PEH 2 EDME SN TV BY. Orlic 15 Bl B)
BIrEfAZ 2% A4 M A UPBELH IS LOBFAE
RAETZHEPICOVTHRI LAY, < ¥ 2125 H#H,
G-CSF & SCF Oilig ##5 L Th 6 Zth L iz 7 v
ZEML, ZOH%DEHIC3HE, 220084 Mg %

THRRFER B R LM I BEIE BN B E AL 42 (T 260-8670 T3
X % 5 1-8-1)

B 5-L 27 HIR I OBERE & AT L 7245 R, A4 M A4 U3
HEcix a2t Omi g% o TR A I LOREE
OIET RO 7Y ¥ 7 HH S h72". Z ofEFi13IE
FICHIRIEVWS DO TH LA, BRELVOLHFA ML D
PG OHMEREN L VGBI TBY, BKRLHT
hw7aba—VvThb. 7 G-CSF T TIHERD
WLTHbRTWED, SCFIZ7 LIVF—=Kib% EDREIE
FIZ & ) DYETIRIBEBROEFR CTHILIC R - 72 72O 6t H
PHEIFEIAARMRETH 5.

. G-CSF % R UHREER D 515 L BEOHR

bhtbhiEx 7 2A02%LHEEETVEH VT,
Orlic 5”? X % 12 G-CSF & SCF % Liigeni & v %5 L
7-% (Pre-GS), LM ZEHZ D S8E L7 (Post-GS),
G-CSF % i C.O i g R 2 S8 5- L 72 (Post-G),
SCF % Bl COMARZER 2 S %5 L 728 (Post-S), EH
HWKDOARZEBG L7728 (Contro) 1240, &% 4 b A A
YOREE LB L 72 (K1A)Y. Control B2~
G-CSF % w72 3 DD if##E (Pre-GS, Post-GS, Post-G)
TR RS FBEICSE L. SHE D OHEERZDL
FRBEAS TIXHIHl 2, OO K & S R 0 MM S HEIB O
HEALTRS /N L 722 (K 1B, C)Y. 7=, Lokl 285
DOEEE DR LR L 72 (K 1D). G-CSF # w2320
BEERERTINSORICERIALN LD -7z, BRE
TS R oMM L, mENEMRO 7
b= ZZRAD LT 72, B gesE RIS o I AE Y Bz
Fa o H 3B SR OMBLATFRD 5 7z 4%, DMl
GAL L 72 ER CE e h oz, TROLDERENS,
G-CSF % i Catk OmM R > SRR L TR £
TN 7 ROERET 2 IH T 2R H 5 2 LS
Pl o 7z,

IV. S OHEEROOEICKNT S G-CSF OIERERF

LEICK$ 5 G-CSF OfEBF L LT, ~7u7 7 —
Y OMNE R matrix metalloproteinase (MMP)-1, MMP-9
HBHOBME AL CTLOHMMEZOAMEINC B 2 558
BEMESEL &) MENDH LY. —JF, FHNCHEZEHE
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Control: saline x 8 days

st o] S

2 weeks after operation

Pre-GS: G-CSF 100 pg/kg/day + SCF 200 pug/kg/day x 8 days

Wi P L

2 weceks after operation

Post-GS: G-CSF 100 ug/kg/day + SCF 200 ug/kg/day x 5 days

il

2 weeks after operation

Post-G: G-CSF 100 pg/kg/day x 5 days

Ml l l evaluation

2 weeks after operation

Post-S: SCF 200 pg/kg/day x 5 days

2 weeks after operation

C

] L e

Sham
(n=5)

Control
(n=5)

Fibrotic area (%)

Pre-GS
(n=10)

Post-GS
(n=16)

Post-G
(n=14)

area (mm)

Wall thickness of Infarct

Post-S .
(n=9)

1 7 2A02M0mEEICHT 5
G-CSF O%h#

<7 A DBVLHMZEE T VI G-CSF
(100 pg/kg/day), SCF(200 png/kg/
day) & #%45 L 2 B &2l Post-
GS, Post-G, Post-S BTl iiRiZE 2
%0 S RO TS % BE.

A EBRoTa ka—), B: LED
hematoxylin-eosin i & Azan 3,
C : JESEMEMNE R (203 2 MHE L RE
#4, D BEFHEROBIE. P<0.05
(Ohtsuka M et al, 2004% X ) &Z551H)
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Control G-CSF

B .

g

E40 [ I
H

E

Z2 207

3

Control G-CSF

2 75 O2MOHEIINT 5 G-CSF ORR
7% OBPEOHEIEE T VIZ G-CSF(10 ng/kg/day x 7 HI#) % B2 TH5- L 4 BB IZET

i

A BIZELO TTC Yeft, B : AW 1 X, P<0.05

(Iwanaga K et al, 2004'? & © %Z51H)

3K T? transforming growth factor (TGF)-B 2 J—75
OREEZHMES ST, HEROLILEKEIHTLE VD
Wb HAH W Orlic 1&, ¥4 PAA4 VBB E DB
B Sz g e omiiie o B ik, THmEICs
b3 5Z & THELERAEL, OMBEY A X EMHNT
HEVIHKERER L2, bhbhoORiZETld G-CSF
12 & OO U 3320 S e b o 72,
I TIE, G-CSFIZ & ) AEZEFIRICH) B S U TOiMiiNg
Wb 5 03 E o & e Tid 2 < MEEREM
ThrLwIHIHLELH 2.

bhbiid, SS5IZKEWO TS % v TRERO G
Ao 7z, (OMIZESER 24 W% X D, G-CSF % 7 HH
53 28 (G-CSF) & KD A %55 51 (Con-
trol) ® 2 BEIZ 1) 4 BRI 21T > 727, Lz a—
MAEORER, G-CSF #TiX Control BEIZH~LIEY €5
Vv 7RO TSR ST 74, FRERTAR
T G-CSF 2 & .M EEY 4 X OMi/NARRS 67z (X
2A, B). G-CSF ##TlZ Control I Hu~ i i FE s <o 4 58
PO MEBIHZIZHML Tz, 8512 G-CSF #T
BIMENEMBO 7 R =3 AP LT G-CSF
X2 2N DT ERND 720 W EE OO % 525
B, R CBEAY) sEIR, JEAEZE GERS) sEIRIC T, AEAF
VITFNVICEETAFXF—ETHDH Akt OIEHELRIME
PN Bz B4 5 R F- (vascular endothelial growth factor; VEGF)
DB, ZORER, Control #IZH~ G-CSF #f
T IMAE & B EREBICB W T Akt DIGHILE & OF
VEGF ORBUTH#DPTED SN, Zh o OfED S,
G-CSF 12 & %5 Akt OFEMALR VEGF OFBITHEN T R
b= 2O L MEZOWMIEE L TwasZ
EHTRIR SN,

TTABLOT Y OERND, G-CSFIZE MM
BX D HMTHES L CO OIRREER 2 A3 5 2 & ERR

Ehiz. ZoFo—>o L LCTHsiiiIc X % meE
JANDGALDMREMED B 2725, 75 DEEBRITE W TLH
Figett 1 MR ORE S T4 TIZ G-CSF 12 & .0 Bkhkc %)
REBOI-ZEnS, ZhUSOTRED ZE X 5.
Z 2T, LK 2EEMEHICOWTOME L7 &
W, BROHMIIEC G-CSFZARPHFET DI L %
RT-PCR & & e i e CHERE L 72 (K 3A, B)Y.
G-CSF 12 & Y IR BARAF IS O MR N C Janus kinase
(Jak) /signal transducer and activator of transcription
(STAT) D ¥ 7 MrZ NG L L7z, ALK
(HyO) I & D LD 7 Rt — ¥ ADER S5 75,
G-CSF 13 H,0, I & B LHMilad 7 KR b — 2 2 2 il L
7o WEEEREL-ZERIKTH S dominant negative
STAT3 Z.LiMlICEIZFEALE ZA G-CSF Tk
LT A=Y AERIIHEE L. £2 T, G-CSF DL
P EVEC BT 5 STAT3 O 5% in vivo THE»® 5
72812, dominant negative STAT3 #E{5T 2 L4F RN
BREEHT A< 2 (Tg= ™ 2) ZHGTHRE L22Y.
AR~ Z (Wt~ R) & Tg < AN ZE % /Ei
LTG-CSFORIRELEKL72LEZA, WtIXTATAD
M7z G-CSF OLEREEMIZ Tg =7 A TERRO bk
Mo fz BEREWT 12, G-CSF ORhF I 20 mfi 8
DIAED SIHFEMIEE TORMAE L 2 212N THES
L7z (K 4A, B)™. #:12, 7H#%HD S G-CSF ZRtaL 72
Vit HREIAONLEDL o7 IO EDL,
G-CSF 34, OHMaic/Ef L Jak2/STAT3 4 L7
V7 F ARER B O WAL S22 1 0 D BRI
TERICEEREEHE R LT EEZ O (X5).

V. DERENBEREDDEICHT 5 G-CSF D3R

R MFREREZEOLBIZNT 5 G-CSF OWEEIER %2 T v
N O LR AVCHRI LY. 3B54MoEmE 120
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A B
Ab (+)
1,018 bp
4= Csf3r
506 bp (628 bp)

1 2 3

G-CSFR Merged

F-actin

3 XU ARLT Y FOREFELHG MBS G-CSF B R0 5H
A:RT-PCR. 1L—V 200K, 2V—r BEBHEayba—N, 3L—r: HEF~7 208G

A S L7z mRNA.

B HiEAF 7 v b OREELHMILZ FV 7 SRR .
B G-CSF ZARPUA L JUG &2 h o MO B .

(Harada M et al, 2005 & ¥ 22551 H)

6
£ 2
g 4 £
o 3 E
o o
w 2 [=]
3 w
1 2
0
C do0 d3 d7
G-CSF
__ 4,000 [ 4,000
_!p_ ]
£ 3,000 | 2 3,000
E £
E 2,000 £ 2,000
. 5
S 1,000 S 1,000
+ ]
0 0

C d0 d3 d7
G-CSF

S OWRER E1T o 72, G-CSF MGG X 1 Bl
WM Z 72, ZO#E, G-CSF#HEHC X ) EEMARLIC
HHER B O left ventricular developed pressure 254 &2
s L O EY 4 ZofihbBoshiz. 72, G-CSF
52X BHERISS®OLETO Akt Jak2,

STAT3, endothelial NO synthase (eNOS) ®V »B{LAs
BimL7. 512, G-CSF T X AHigEm/MhE I Jak2 [
d3% PI3 kinase [HEZE, eNOS BHEIEIC L » THIHI S
7275, ERK BEHE TR S N ah o2, Zhb ok

G-CSF %%4 (G-CSFR),

TroFv-TraL Iy, T

C do0 d3 d7

G-CSF

4 G-CSF OBIERENC X 5%
RoEN

A< 7 212 G-CSF(100 pg/
kg/day x 5 HH) & 2M O lisE
DOEE, 3H%K 7THHSHK
L7-BoLTa— BAER(A) 0D
7 — 7 IVHAE (B) 12 & % &l
‘P<0.05, "P<0.01 vs 2 >~ 1T — L&
L DL, *P<0.01 vs LB ZEIE 12
OB L L o,

0 _d3 d7 (Harada M et al, 2005' X b t%s
G-CSF B1H)

R0 5, G-CSF IR MFFEREZ DI D EEEMRT 5
Z LR, HEmRED OO T LER#EEM (postcon-
ditioning-like effect) # B XTI Z & AVRENZ. T/, &
M T REFR B O 2 MIIC BT 5 G-CSF .Ul E/E 11
Akt-eNOS Oiiith{t %4 L 72 non-genomic Z1EH d EE
TH DU REEAIRER SN, <7 20 B MEERE TV
% AT in vivo T G-CSF ORI &2 R0 b 519,

AR % 1B MIREE S L2 S8, 20
#H 5 G-CSF % 5 H ¥ 5- L T 28 HZ IO HERE % AT

— 100 —
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DERICH T SHEERER
FHR—UR ]
Ol fr#Ra . 1 P9 2 #Aa)
BEKTAPHL |
mEHE 1

vy

G-CSF 8

Akt-eNOS pathway
(acute phase)

Jak2-STAT3 pathway

(subacute-chronic phase)

mE AR

FELEOFTARLIREER

DB R IR

mIETV TR

i ErdERE

5 [LOHEZELO.GY €TV ¥ 7T 5 G-CSF OfEftT

L7zfER, OERIIAEEICWHE L. E5I1C, ZoxE

X3AHBTHRDSNY,
VL. 2MOEERELUNODKEEBIZNT S G-CSF DRpER

bhbhid 75 2 HwCTEEEMICK 2N A N E—
Voa v (AIRGE) ETVEIER L, G-CSF OxhE % e
L7729, 7 0EHRICT A4 Far 2 )7 y—2%
EELABABBIINA NS =Y a V2R L 7214,
G-CSF % 7 HIH#%5 L 4 HHB T L7z, G-CSF 3%
ML FE 38, 0 BE BB R0 ML & B3 S 4G R, DIER RO
RETZEMR L. WHEOKRE, BMFBORMELoR
FEIZ IR LA BUI I LT Wiz, G-CSF I LIEIC B
5 Akt ZIEMIEL T, PLT7 R b= AR UM LR
HaBLIZTEEZONEY. EHR AL SAHRA >
F— RV VIRHEOBEISA R TR R o 5E B 12
LT, 41 G-CSF 2SHRBEDO VD LD L) 9 BBk
R,

BURM O EZ OB LAZIIH LTS, G-CSFid
i 98 RIS 0 BE T ) SE AL 2 B0 L L 2 b 82 5 &
LX) O HEREE % E L2, G-CSFIZX ) STAT3I®
HHALR GATA4, IAYVEY PoK=r1 2R3
YOFEBBMAAR SN 72, G-CSFIZXBHBEMWT

MMP-2, 9 ®Z8LZHM L, TNF-o(tumor necrosis fac-
TryIXT vy I 1 B, TGF-B O%H
R L7217 & 512, G-CSF 2k L7z b LD
UEMNR I L CROONZ. TRODHEENS, B
[HEE ORI L 2B OA2IZx LTS G-CSF OFR
PRI NS,

b#ETHH&DTAwﬁﬁkLT Mk EBDIZ

WCOFIED Z K RO LMD, EMOHEETIVTH
%UMXHf%X& MW if72TiX, G-CSF o EM
BHIZE D OB LY EFY Y VOB ESRD L

tor-o.),

EEROBP A ONTY., COEFAVTIETE—
VATIE RS A=V T 7 V=2 L B OHAIIED D &S
htﬁiGC&”:iD%%éhtm.bm~£Hé

TNF-o D5HEHA L, Akt, STAT3, MMP-2, 9 O
AL L 72.

VIL #REE(L EBEMEICH T 5 G-CSF DIEA

Kang 57 V—7»56 G-CSFi3f4 v ¥ —Xr 3 a v
B PCDEDOAT v FNFRAEZ RIS &5 &) #iR
A SN, ORI TR AL ER D

T—VFT ¥4 LZPCI 247D, G-CSFU0 pg/kg) %
4 HM$ES LTHhH PCI24To TH Y @ OB L IZ

— 101 —
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control G-CSF
B D E
30r O control o= e 1.5¢
. u G-CSF E 1.07 = P g % Econtml
S 3 BG-CSF = G-CSF
2201 * £ T 101
v * s P £
£05 £
@101 £ £ 05
o s
= z
0 0 0 — =

RCA LAD LCX
6 EYIRWEALE T VI $ 5 G-CSF O%)H

balloon uninjured

balloon uninjured

73 F12 G-CSF (100 ng/kg/day x 7 HIE) 2% 5- L, 4 JAR I
WHHL 7 ¥ O E 8k D5 H(A) & stenosis score(B). HIFIME 7 FOBEEHIRONV — UV EELHEBKZ OB ECC) &

neointima area(D), neointima/media ratio (E).
"P<0.05. ‘
(Hasegawa H et al, 2006° X v t2=3 1)

Ripb7aba—VTEMIN. T2, 6 W HKRIIT +
O —7 v 7 OB IR A AT D 72 hE B 3 A D T A
¥BChorz Hill 5IE, NA Y A7 OEERESE 16
NEFRIZG-CSF(10 ug/kg) % 5 HE¥HZS535kE5 v %
AR AT o 450, ERLAERL2L DY,
ETOBRFIEIPCIHEHFICTHCCSDIZ I A3 F72134D
BEFEIR DS S - 72720, BEIRWNIZEZ  OARELT
T—IDBHEHEL TV EEZLNL. Lo T,
G-CSFIZ L W IRENEAL L 2200 EPEAHTH L. —
¥, BIRAEALIZH 9 5 G-CSF OFEHICHE L TR E % &
s E%L, FHEEMEH L UIFNEILE
RESEL I EICLYVFENROIRIEZIH TS &)
DV EBROFEREPRE SN TWEL 2 bhbh b Bk
W LD E 5 THh 5 Watanabe heritable hyperlipidemic
(WHHL) 7 H FLuilifgz 52 CEHEEBI L
THFO2O00HWET NV E T, G-CSF BIRE(L
RMEYET) V2B ERVWI LZERL TS
(X 6A~E)®.

A7 ¥ MRHBEZROME N T 5 G-CSF ORR % H~7:
BMEBRLITON TS, T FOBEHIRMNIC pacli-
taxel-eluting stent(PES) # ¥ #&#%, G-CSF % 6 HIH#&5
LT 60 HERIZIME % 271 L 724/ 5%, paclitaxel 12X 5
WE A OB FEIIHIZh S & G-CSF 12X % EPC O#B%)
WM F o THMNBAL AR AE U F 2 PR o JRIE As#p] X
n7®. 75 OB LR F47E) % 30 43Ny — T

ML CUOMMELRERL, 3 HERISEEIRMNI siroli-
mus-eluting stent(DES) #i& L, Z0 24 B> S
G-CSF % 7 HBi#%45- L T 28 AR M4 % 370 L 7245 %,
G-CSF 2 & 2 i i iw o B gl 2 8 7 23 sirolimus 12X D
WHEN B 72DHEEIAS N L5720, R T
PO 2R3 5 G-CSF xR et 2 Wat4 % i
IRFFZEAHED SN, 4 V¥ —Rv g VRBEEOR
AR BERT L VIR IE SN TV R,

VIIL. G-CSF D#R &R 485 L 2L DBRRMED
LEES

DBEREICXT S % G-CSF ORI RICOVTIIHET A HEHE
ETET BREROM T ARG ST B (K1),
Valgimigli 513 PCI & itif7 L 7z 2 O 2 B 1239
% G-CSF(5 ug/kg, 4 HE) O R %2335 5 v ¥ 21b
RERE 1T 5722, Quantitative gated SPECT (QGS) D
B G-CSFH(n=8) TlZa v b a— V (n=R) ICH~EE
FEEIASNL D5 72056 H HHEOKEERMEE (ER) (&8N
LA SRR AR M AN 2 - 7. 2HBT
PCI DA RIZEZ 20> 72, Ince 5% PCI % fifT
L7z 2O B E I3 % G-CSF(10 ug/kg, 6 H
) O#E%E 5 » ¥ 2R (FIRSTLINE-AMI) TGS L
72", G-CSF #H#IE PCI &, P 15WM > TH M
mans, LT a—ofFE, G-CSF #(n=25)Tixa >k
O — VB (n=25) 12X 4 A H %0 EF A% H i T o RE

— 102 —
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F1 GCSF ORRERE L7727 ¥ &7 2L O R

G-CSF AMI #HEH 5 G-CSF Bigh BEK S 5 SCHk
(5 x BE) $ TORFH (G-CSF vs Cont) (FH LERIRRAER)
(PCI %% G-CSF Bl TOR:)
5 ug/kg 37 hours® G-CSF (n=10) 6 months (SPECT) Valgimigli et al®
X NM) Control (n=10) EF~ (P=0.068)
4 days LV size~ (P=0.054)
10 ug/kg 6.5 hours? G-CSF (n=25) 4 months (LVG, UCG, PET)  Ince et al®
X (1.5 hours?) Control (n=25) EF t (P<0.001) (FIRSTLINE-AMI)
6 days LV size | (P<0.002)
10 ng/kg 5 days® G-CSF (n=56) 4-6 months (SPECT, MRI) Zohlnhofer et al®
X (NM) Control (n=58) EF~ (P=0.14) (REVIVAL-2)
5 days Infarct size~ (P=0.56)
10 ug/kg 335 hours” G-CSF (n=39) 6 months (MRI) Ripa et al®
X (29.5 hours") Control (n=39) EF~ (P=0.9) (STEMMI)
6 days LV size~ (P=0.7)
25 nug/kg 21 hours? G-CSF (n=18) 6 months (SPECT) Takano et al*”
X (14.5 hoursa) Control (n=22) EF t (P=0.013) (GLEAM)
5 days LV size | (P=0.007)

NM, not mentioned; NS, not significant

T, el

EEE IS L. T2, ARIERYEI G-CSF
HTREAL o2 ay ba—VEETRILAL .
TEseze R T2 d e h o 72, —J5, Zohlnhofer 51
L0 %< oA LHEERHE (n=114) 23512 G-CSF(10
ug/kg, 5 HIE) OMEE 5 v ¥ 24LikEk (REVIVAL-2) T
Bat L72%®. G-CSF it id 8t O 28369 5 H H
SRR S N7z, SO ERICHINT 2 b o Hi
2 EPC OBIIRIESR T AHDBE -2 THHrZ &R, Ak
DM REZE R\ RIS 2 S BRI LSTE A L 72 B O 7 S h%
BBV 03 % & & Meat L 72 BRRATZE (REPAIR-AMI) OF
R, PCI#% 4 HHURICHRRZEA LG E IR R0E
HTHo722 Eh5, 51E G-CSF BEDOBMGRIZ 5
HHIZ#E L7, REVIVAL-2 Tid G-CSF i&#tI3 L4
TThNlzds, R—254 L6 HBETITONLE MRIO
¥i%, G-CSF B (n=56) & 2 > b 1 — ) VEE (n=58) @ [ THi
A XL EF OBLICHEZIIA SN2 d - 7%, Ripa
51x PCI % Jtif7 L 72 MO f 28 B (n=70) & A &I
G-CSF(10 ug/kg, 6 HE) % F % 5 v & 2Lk B
(STEMMI) T L7225, G-CSF#(n=37) 2> ru—
JVBE(n=33) DT#ET MRIIZX % 6 # H#® EF O
BFRMRETH - 22, 2N OHEEZRBELTL2S
G-CSF i % Bth+ 5 T TORM (hyefl) 13 335 BEf T
7z, G-CSF BEDJ TR T ATHL I O AT ZE 5 B
DEEHN%Z L, PCIIZX ) TIMI flow grade 3 2% 57z
SEBIEUE A R WIS H - 72,

HAETIX, Suzuki 523 PCI % MidT U 72 20tk O 28
B 24 9EBI 2 R, G-CSF(26 pg/kg, 10 HIE) O®)
B2 ML G-CSFH#(n=12) Tilda ¥ ba— L#
(n=12)121x, peak CKM& 1 7 ABROLAEEERAET

H5E L7z EF OMBEMA L5127 FLTHBY, GCSF
I2 & % EF OgEMER0 5. bbb LR
JEOWRE 5T 2T, 2003 4 & 0 2O ZE % O Lk
JEFY V7 EOBRBEE T I 5 G-CSF 0% H % Mg
9 5 EERWFZE % BAlA L 72 (G-CSF treatment for left ven-
tricular dysfunction after AML; GLEAM trial)®". 5&iE 12
BEEIDINICABE LA v & — Ry Y a V(A7 v ME
W)IZX H TIMI flow grade 3 OFHEFAED S22k
LHFEZED 40 FEBI 2 R & L7z, WA £ 2 5FilliA°
X DWREICTE 2 &) AR AT (LAD) 1 B 5e 4 P %8
&2 2D TS E B ERE 2 A S 7 VIER
WKCHRELZ. ZOBROMATHEBILELTBY A~
T A=A FRartry ML NIER E R/AMEEICE B
HEAERENICX D, 28 (G-CSF # & Control #) (24
72, HHOFKGIHEEREICL D ERL 2. BEERI
FEHE 24 RER LIS 1 | H @ G-CSF [l i o A4 B A 3kiK
FRTES L. G-CSF @ 1 Mo#Hk5R13 25 ug/kg(B
PO ZE 2 I VT D BIERELAT 40000 % B 2 2\
EYVIal—VvarvlEGeEsEe) L 1HIET
Bt 5 HEmde - L7z, %AE4 HE & 6 7 H#EIZ SPECT
(QGS) I & b s ¥ #E(LVEF), % 4 X(LVESV,
LVEDV), mEififii®(defect score) Z7FHMiL7. %72, 6
71 A2 E R EENIRE Z A (QCA) 2 fifT L7z, £
OFER, 6 W HHED LVEF I3 G-CSF#HIZBWTOAAE
LUHERRVPED SN2 (KTA). LAD #HIB D defect
score I G-CSFHIZBWTOAEELRBADRD LNz
(K 7B). 6 7 HHOMRAERIIMBECHE 2422 RO %
o 7250,

J v & MMLHBGREB O R 22 & G-CSF & Wz %
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IDEEE(EEBHE)DEE
(4B %L6HAEDLELE)

% 9%
10 4 p<0.05

3%
ns

control G-CSF(+)

7 GLEAM #BROHK5 A

B
DEEmMERDOEL
(4AB#&L6HARDER)
%
-4%
-5 1 p<0.05
-1.5%
-2 ns
control G-CSF(+)

A UBkRE (== ERINEE EF) 024k, B @ LAD iS00 R ML FE PR D 2L

(Takano H et al, 2007°" X Y %2551 /)

A
r=-0.502
p= 0.017

40 | .« ¢

< IS

= L

o 20 |

=

|

< .

** P 4
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