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The combination of insulin-like growth factor 1 and erythropoietin protects against

ischemic spinal cord injury in rabbits
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®E

(D2 A A AFEEERT1 IGF-1) =V 2ukR=Fr (EPO) XZzhzihy ¥

FIZ XL 2 mAEH B F I U CREERRS 5 2 LN HE SN TV D, 4l bihvbih
IZIGF-1 & EPO Off D v ¥ O MMk H x4~ 2 R E I > W TSR 21T 5 72,
A AE O ARE (n=6) (207, BIMAETRE R S5 % OIEA 2 FIRNEe G Lo, xR

B (EFLREAK) . IGF-1 8 (IGF-10.3 mg/kg) . EPO &£ (EPO 800 U/kg). IGF-1+EPO
## (IGF-1 0.3 mg/kg+EPO 800 U/kg), MEEKENRZ 15 /342 Z L2k - T,
BEE MR HE A 52 7o, #%BOEEWEEE 2 FRERTE 7 B0 EHE L, = O LRl 2

Toley BT, YT FTIVREWEOMNT 2T 272DIZ 48 (n=8) (25072, FHE L
EIREF T R & FERICAT o 72, FEDR 15 0% & 30 iklcERMiA v tHL <, v/

JAGEWE OV AL Z AT LTz, 4 PUIZBIMAT ORI R & Ul il i o iz o L7z,

g IGF-1+EPO BECiE, MEAVHRIG & W BREAERIR 23 370 & P IRER I SR TR R
(2% L. Janus kinase-2 (JAK2) VU U b3 A EIZEM L Cuh/=,

itan: IGF-1 & EPO Off 513 v X ol kg o6 U CREER R H 5, JAK2
IMEEERICBE G L T D TR RIR S5,

¥—U—FR
HFHEM, A AV VR ERT 1, =) 2ApfRzFr, v

1. I

i R R BIIR 87 D B S 70 A DFIE I RHBREL Cdo 0 | REWIRHEEWT - o> i 1. 23R K C &
5EEBZHNTWD, BIMMEOHFRFEE IS L CEMEZRET 572012, Z2< OFEMNH)
MFEERTHIE S TE e, Ll IR<ERTHEH S TW ML,

AT, AN I 2 38 W CRE I AR AR SE 0D 1 A A — R & il 3 2 SRR 2 B 5 B IR
AR O < RBTE . IR O MR ORFERE 2 VE ML 92 HTIEN K 0 HIfF C& 28Ik Ch
DT ENRAOMNTIRo TE I, NEMEOMRRHEZTEELT 2B LN TV LEEMD S
B, AR UERER 1 IGF-1) [1] &Y 2uR=F > (EPO) [2,3] 1I2272 0 #
RS TH, vHFXFOFEMET VIZEWT, BMafc& s Sn/- IGF-1 [1] &Mk
(5 SN2 EPO [2] 13, TN ENHEMTHREDREZTRLTWD, 7 v FORGFEKRINE
PRI IZ BT, IGF-1 & EPO 1% N-metyl-D-aspartate (NMDA) #R 7 &R b—3 R|T
U CTHIRMICHBERGEDN RN H 5 LT S Twad (4], IGF-1 & EPO 13 & b1
phosphatidylinositol 3-kinase (PI3-K) & protein kinase B (Akt) Z7GME(LT 5 &5 3k
WEOAEMIEERH D [4], LL, IGF-1 & EPO OFfHA in vivo £F /LTI T, Akt
DIEMALZ I U TR MO FREREE 2 R T 5 D22 E 9 MTE STV,

IGF-1 & EPO %, RN TEAIND & & GICERKRINCE R LA 2 RBEI S LT



MRS Tn5d, b L, IGF-1 & EPO Ol & 5 ORGEDR 1RO bhiuL, Mg
R BRI T R DO F REORE O HE R TRRIENE & 72 5, 2R D FIRTICHESEE 23
HENEXIZDHh, BPEEZ2TH LN TE LN THS, SRlbivbiuk, vi¥x
OFFFEREME 7/ 2 O THERER (&S S 72 IGF-1 & EPO O IGF-1 & %5\
X EPO Bl & bbis U CRREN RN D 20 E 9 st LTz, MEOHIETIL, IGF-1H5
WM EPO O RICES LT, FREDL#. 48 WER OO i RS RE &2 3T L T2 [1,2],
UYXOFHEMLET L TIE, BREOFHMETZEZ ST Z LMo THnDHOT, Al
DOWFFETIX T A MR FARIMRE 2 BI52 LT, & bIC, Fhifr#EIZB 53 2% Akt, extracellular
signal-regulated kinase (ERK). Janus kinase2 (JAK2) #&Tes 2/ 7 /UBEWEDIE
MBIz OV TR LTz,

2. Hik

e 7o b a— U3l A REFERERE LS OB ERE ESIC L AR Sz, 60 LD
New Zealand white rabbit, {K 2.7+0.1 () S EUERFZS) kg 23 2 OMFZECTHEH vz,

2. 1. £B1

FOKHIBRZ2 LT 12 R O 0%, 79 X 2RI 4% 1 Y 70T v &M T2 &4k
TR SHETTAF v IRy 7 ARNIC AT ZEA LT, Wik (LB Y > 7 ViR 10
ml/kg/h) & WG O DIZEFIRC A T —T V2 /A L, IfE 2 JIE T 5 72 01 HF#ik
AT —F VAN LT, [RERFEENC, 22 hULEZ—/L (30mg) ##5 L72, 3mm
DH 7 ERENT 2 —7 g%, 0% & 60%%EHR T 2-3%1 Y 7NV T &2 MA NL
BER 4T o1z, EDh, 7= X =V ELEIZGE U TR Lz, RERIZEER 7 27—~

(Model MG-Type 209; H AN, BA, HA) & Ls LV CEHEAFHEMICRHA L8t & A
T OIREF Model PTC-201; ===—7 A7 1 J1/b, HUL, HA) TE=Z—LT=, HHEH
il DIREEIIINELT 7 LI Ny RZ&fH LC, e I3 38 CITHili L7z, 1% Y R A
O CRIEBEE L7t PE-50 7 — 7 Va4 KERBIIR S 5 em A L, ZO%IITbI D
RENARMBE TR LA W o 0 SRR oo 1+ 2 E % 7= b IS L 7=,

TR M I LIRS L2 HIECIT o7 [5], RIS & ARIEML T, Rk I
HNZ AR BIIR L~ L CREH RBIR A @5 H L 7=, KEIARZ W5 7= 012, PE-50 77 —7
JVCEB BRI IEERBIE T OKEIRE T — > 7 Lz, PE-50 BT —T LEEHF = —7

(16F O F L8F 2 —7) 1238 LTz, FARTE TR FFRA Y 7V T CIREEZ 2%IHERF L7z,

U FIFEESIC 48 (B n=6), Tb5, xtIREE, IGF-1 #£, EPO #£, IGF-1+EPO
By T 72, RERRERIIAEE AR, IGF-1 BE1X 0.3 mg/kg @ IGF-1 (7T A7 7 A7 7 —~<fk
A&t T, AA) . EPO B 800 U/kg @ EPO (Wfndshsx U o #kaiatt, HoT, H



A). IGF-1+EPO B3 0.3 mg/kg @ IGF-1 & 800 U/kg @ EPO % N E N FHENRIE 1
FRNE G- L7z, SFYEIRIEZS 55 mmHg KV TS84, MEZHERFT 5720107 =
=7V rERE L,

KRENWRERTERTIZ 400 U O~ 2 # 5 Lz, PE AT —T V&5 & BT 2 —7
ZE O D Z LIk T 15 SR OE MR I Z 72, ARRBIIRE O f s P Bh R 5
DK & MED 10 mmHg KiE~OMK T2, 7272 b Sz, 15 B O M f& TR,
WHHF 2 —7 &L PENT =T VERE L, TO%, TXCOHT—T NV &kEL, Y
WARES Uiz, HiAER (7 7>V > 30 mglkg) 2Lz, 4 Y 70T o E2MIE L,
100%M58 C AN LR AE B U7z, 4072 BRPER & (KB o B A a8 L. (i L7z, +a%
BT 2ETITED ONTZT T AF v 7Ry 7 ANTHRER G 21T-o7-, RIZVERNHN
IFEFIICHIR S ¥ 72,

MREAREM I % 7 HEmH . RIREEZ AL 2 WEIZEFIZ X > T, Drummond &
Moore (2L > CTIREENTZ S5 RA L bORaAT VAT A, Thbb4=1EF, 3= T
EOMEFTIERN, 2= BRI LB BBECE 00 1= BEDRDOTICEIC. 0= %
D5 [6] [ZE-> TITbiTz,

A& DR FA RN (FREDE 7 AR). X2/ 3%1 Y 7T o THRREEL, U
FRFRTE 10% /L~ U o CHEEREE Lz, Ls LV OFRORKE N (EX 8 um) %
ER L, ~~ h¥ TV v e oAV R To7z, RRHEZIL R WBIEF I - T, ot
FHAMEE (A7 F T+ b, =m0 W, BA) 2l o TOEBEN O ERF RSz 2
G CRIL., ZO¥HHEEZFM Le, AREINTWD L9 IC=y ZAWIMEDWHE L
£ 5 IR O Lf FRHEVE NN & Y58 7 B IR O R & £ b O & 55 S 7oA & L7z
(5],

2. 2. EB?2

32 VCHD 7YX NEAELIZ 4 B (% n=8) [T/ b, BHiEM 23S 1 &R UHIETIT
ST, TRTORET, % 156 255 50T 30 2y TOFMEY tH LIFIc k> T, 2o
DY T T N—F13F T (% n=4), 4 VCTEMATOREEE U, BIMLERTZEREZ B0 H
L7z,

VTP IURZEIZE G T AERAED Y VL E NI D701, KEFHT I 1ml vV
VYODT TV —CHMERFE RO L, WIREETHRE L, —80C TR LT,

B 2 I G BE— X2 E T 2ml O~ A 7 aF 2 — 712 AT, Retsch MM300
YRR, BNy 7 7 [1% Triton X-100, 20mM Tris (pH 7.5), 150mM
NaCl. ImM EDTA, 1mM EGTA, 2.5mM v oV v fEF U A, ImMB-Z U kwJ
g, 1mM AL AT T AEEF RN A 1ugml aAXTF . ImM 7 b7 ==
AR 2R =)V] THEME LTz, E—X0REH., 4°C, 20 4 12,000 X g TiE L5



LTz, RBAROEAREZHIE L%, 3 <1 Western blotting (541757, ERIKE)
& Western blotting {%1%. LARMIZIR 7= HIETIEAT L (7], fRICH<5 &, #itwix
R AREET NV O AFETFT10% (wiv) KU T 27 VLT I RV L D ERKEI 21T
EHEOY VBEDOSGAIZIZARY 7 b e =V 7 U (0.45 1 m; Millipore fE, ~Xw R
— R, vV Fa—ty V) iEE SN, Akt & ERK A= Fatk/lin— XK
Kiﬁgéﬁ’bfio 7uy M, $t Akt U CER(LHUE (Ser4’73) (Cell Signaling Technology
. ENY — =¥ Fa—t Vi), Bt ERK U PR (Tyr204) (Santa Cruz
Biotechnology ff:, % 27V U 7 xNV=TIN), Tﬁ?‘u ) U bsiiR (PY99)
(Santa Cruz Biotechnology ). Htk VU > U v (LA (PSR45) (Novus fl, U kL
.o arZ N, FihvA =00 CERkEUA (18F6) (Novus #1) . it JAK2 U Rk
& (Tyr1007 / Tyr1008) (Santa Cruz Biotechnology 1) (21X 10% ¥ “1fjE7 V7 X T
7 yF% 7 L, Pl Akt ik (Santa Cruz Biotechnology 1) . #it ERK §i{k (Santa Cruz
Biotechnology %) . #it JAK2 $i{f& (Santa Cruz Biotechnology ) & 2\ dHia -7 27 F
Pk (Sigma-Aldrich #, &> hbA 2, I X—=VU M) (21% 0.06% (w/iv) Tween 20 25
te b U AFEEHEN O 5%IENRIARLIE I V7 CTa vy X7 Uiz, & 6122 RPUK L —fElcA
YF¥aX—hL, Try MEZO®HWEE L, (LR HRE CHE I L,

AP 725l BTV £ BB RAE CRD L. RKAENE S H T Cotr Lic, &ECEE R
EEMECOEFEMREMREIL. 2 T A MY v 7k (Kruskal-Wallis #E 12 fE V) T
Bonferroni fifi iIF. L 72 Mann-Whitney U #7&) THaH PRI /74T L 72, Western blotting 75
CHIE L72T7 — 2 I3 £ EEHERRZE TR L, Bonferroni OZHELEAREIZHIV T, 1 I
ALiE BT Tt L7z, P<0.05 Z G #RICHE TH D &k Lz,

3. ™R

FBR 1 COLEPRRNRGERITER 1IWORT, 4 FERICE B ST -T2,
%%ﬁ 1 C, TXTO U FIIEAA O MR FA M (ﬁﬁém?ﬁ 7 HRM) £ TAEFEL TV,
A FEZ 3T 5 EEERE 2 = 7 ORI A (b A "3, PBRBECIL. PR 7 HiZ D X

:7#0~1f%okoﬁ@m2~7H%Kﬁﬁél&ﬁlﬁkﬂﬂw+EmH#@@®%%x
a7iE, EEELHE L CHRICEH TH o772 (p<0.008), LirL. IGF-1#E L IGF-1+
EPO Bf, & 5\ X EPO Bf L IGF-1+EPO BEORClx, EEEEEA o 7 ICH BT e h o
7=

X 2 126 FREED R FRIE (2 = 7= 0) 7 %% & IGF-1+EPO BEOIE & 7 W % O & (L5)
OREH R BMSE S E Ao~ , WIEE, IGF-1 B, EPO Bt CHEEOEEEERT (a7
=1) AUV T, FHKOE OGS IE S, 2L A L OEEMH R H
L. BERRIEMRE BlE SN, AEDOZE RS Z ﬂ%@?%#fiﬁﬂéhtoﬂ
FRIZ, IGF-1+EPO BEOEF 7R EEAED v Tlx, FRIKAE & HEOREIT X<



MEFFS TR0, EEMIAIIIL ER 27T (K2), X 3ICHBER 7 BRICB T
DIREF RN BT il sk (Ls L~v) ZoRd, AFRREEE ik LC, IGF-1+EPO #f
TIEABICIEF Mtk " £ 0 - 7= (p =0.0039), LA L, IGF-1 #£& IGF-1+EPO #f,
& 5% EPO BE & IGF-1+EPO BEORI T, IEFAAMIEEROA B REIT o T2,

RN > 7 MW E S FRE R #% O IGF-1 & EPO OFFEAE F COMRRMEHEIZEEHRE L T
HMEIMEMRDLTDOIT, FHANOEAED Y (kL L% Western blotting {2 THl
iE LTz, Akt O U Ug(ki%, EPO BECHAEN 30 o2 A BN L7z (p = 0.0004), L
2L, IGF-1+EPO BETIE 15 0tk & 30 3B OWT L d Akt O U UER(LIFHEM LTV e h
-7 (X 4a,d), ERK ® U fgfbid, sREBEOHHEDR 15 25014 & T X COREO FHER 30 4y
BICHBICHEML 7228 (p<0.005), IGF-1, EPO, & % \\\Z IGF-1+EPO iZ, V »Efkic
LA ERERRNoT (K 4b,e), Divbiud, Frvr U Uik, £V U gk, b
LA = U UGS K T 2R Z 5 2 L1k - T, MR BR L TV e
DV AL & AR IR 0T L=, IGF-1 & EPO O[RFHE 51T, R 15 %128
120 kDa O T & ZFFOEHEO T a o ) VLA M ST 2B H o T2, D
IEEHFRNCAE Cld e ol (K de, ), BV & hLA=r oV Uik, 4RO %ER
ST L2 o2 (T—FIIREN TR,

120 kDa Oy FEZFoF r v o U UIBbE A E A RET 572912, 50 FEH39 125 kDa
ThnJAK2 OV UpfbawE 7 vy METHIT Lz, TSNS L2, JAR2Z DV g
{B1X IGF-1+EPO BEIZBWTCHEIZHML TV (p = 0.0045) (X 5), fiFu U
AR~ — 42 & —E L,

4. BE

7YX O—I@EFREE LT T V2B T, IGF-1 & EPO OOFRHIE, xHHaHE & g LT
IR & ELSERIRIG O 2 A B IS E X, JAK2 O U by, IGF-1+EPO
FEIC T 2 IRERE T ICBIfMR LTV D TREMED R STz, AREFHIBEEE R =2 7 1%, _°T
OFECHERER 4 BEDDITEL Lo 72D T, ARIOMSE o 7 HIE OB LM Tk
TR Z T 2 DI+ Tholc b EXbLD,

IGF-1 1%, 7 v MTBIT DM 23 5 RED R DB ROICIE ST (8], %
D%, IGF-1 NIMENBEM 2@ 5 Z LR Sz (9], v FoOBEHEInET vIZE
WT, Nakao & [1] 132 IGF-1 oA kiR 2 @E Lz, LarL, ABRIOWIZET IGF-1
R RIS &[] L ST £ ORGENIR ORI T5R ) Tld e o 7o, IGF-1 o5&
X, Nakao 5 OMZEL[RI U TH S [1], Nakao HOFGE [1] & DIV HOILOWFIEDE T,
IGF-1 502 A4 v 7 LEMAT# ol 7L a—RRETH 5, Nakao H OWFSETIL,
IGF-1 (31 30 Zr il $¢ 5- S v, KEWRERT 15 7312 O FE) il 7 v = — AR BT 60 mg/dl
Tholz (RMATOTFT =2 IRSNTH2RWY), —75, ARIOPIFETIE, IGF-1 IZFH#ERE



BRI G X, KRERERETO ML 7L 2 — AT 125 mg/dl TH-7-, IGF-1 OF
M AT G- & B EE OIS IGF-1 ORFEN R Z MR L TR B 2 b D,

EPO (X, % X3 OFiidE I CHREDRN RIS N7z [10], £k, EPO 23K
MBI & @i 5 = AR sz [11], £72. EPO Z AR HF B O EB i o 77E 3
L EbaREniz [2], Celik & [2] 1%, U XFO—@MEHE L% O EERIT & 5
PRI B L CL FREIRIE A ICE IR G- S 4072 EPO ICEREN RN 62 Z L 2 L
7=, 151, EPO ORFHENREZT D 12O HELISIFRZIT, PRI T AR
FER DN = Bm T 2 EARM LTz (2] 150 ORERISNES T, A EIOME Tlim KR
SR A R R (800 Ukg) #®IRL7Z, LovL., ARIOMFZETIX EPO Bl TOM#ED R
ITRRHERNCH B R L-UUIZITBIE L 220> 72, Celik & OHFZEC, 800 Ulkg #ECDWH)
DFRRLIIRERE A =2 71X FHET 48 FFEI#. T 3 (BKEETZ 208 IEH CTlidevy) L0 iEoo7z
2N, RHESRBIER CREEF IS SN o 72 (2], Celik ©H DOAFZE & IFIFEIH D%?‘/D%ﬁo
TZLRIO DIVHOIOWIFE T, MERZEHIHEEERA 27 3 LL T O U ¥ FIXE ISR /e (5E
ALTWD [12, 18], FEEE, AREOMZETO EPO BECHEER 7 AL J%%ﬂ’ax:? 3
Zon L72 2080 U ¥, BEORBPHEE 2R Lz, B iltEFiiEE 2335 EPO ©
RN RIT, LAENCHE STV RIZ EIE< WAl fetEn & 5,

IGF-1#£ & IGF-1+EPO B, & %\ EPO #£ & IGF-1+EPO BEO[M ¢, #hi2a0isR
EIRBRFHAIRIZ 2T R o T, Ln L, P E g L7z & & IGF-1+EPO BETO A,
PR AT & R B PROER)R O T A E LTz, FEEE, IGF-1+EPO BEDO E D ¥
b HEOMRENIRN (Aa7<2) ZRERhol (Fig. 1), - C, ZOTT ORI
PEFBEREE 26 L C, IGF-1 & EPO OfFH 2 IGF-1 Bl d 5\ \iZ EPO B X 0 & (%8540
BN EFERT D L IIR Y TH D EBbh D,

IGF-1 & EPO OffHIX. 7 v N OR58 NI B AR 595 NMDA #3687 A h—
AN N R A R 2 E R STV D (4], B RIME R mRcia N <, IGF-1
& EPO O[RINFIEFE 1L PI3-K OTEMEAL 2 L, Akt OIEHAL 2 Z EBRHES LTV D

(4], Akt OTEMEARIEL, MO EFEZIEET 5, S RIOMSE T, EPO B CIEXA#ENH
? Akt {EMEAL 2 TR L Cuvi228, IGF-1+EPO B ClI B 4E 15 /0% & 304 &m\?“
b Akt IXIEHEE STV RD o 72, bivbiuid, IGF-1 & EPO O X 2t
PRDT-0IT, FTRNE DY Vb2 RIE LT, fERNIC, bivbit IGF-1 £ EPO
D23 120 kDa Oy T &2 FFo&RAEO T oy v U VB b2 IS S 2 mrnd 5 2 &
ZRM LTz, bbb, Frv ol U bEREITROBEH T JAK2 OFREMNERH D &
EZT, BT, JAK2 04734 125 kDa ThH Y, o TRE SN -EAE DY
FREAEIL Tz [14], 5 2, EPO AT JAK2 [CEHFRESE T2 2 &b
W5 [15], IGF-1 H 7=, JAK / > 7 F IV nEMER G 1 (STAT) &R 2iEM(b L, fh
RAFIZELS ZenmbnTng [16, 17], Fiklc, BTHREDR 2R BT 5 ZHRIL T
TJAR2 OV VLN EREITHM LT, 2o 0N L, JAK2 IZ L » THEE (LS T



OB IGF-1 & EPO OMAAR DI L B FICEIR L TW A ATREM N H 5, 9
80 kDa DEHEDF rn > V(L) IGF-1 & EPO Ol DOEE CTH B STz
6, JAR2 O FilOWE T D STATS RGN 1 & L CHfR N 1 o e I B 5
LTCWAAREME S ZE 2 b D (M 4c). JAK2 O&REIZHSMNTT 572010, EOMIfaT
JAK2 OV VAL Z 5 OE R0, JAK2 OFEMEZEHT 52 2ick-»T
IGF-1 & EPO OOfHIZHE S JAK2 OIEMHAL & ik (e 2h R o BItR & Wikl 2 3 2 F5E 2 4 1%
1TOMENH D,

bivbiud, A GEI RN H 5 L5 SN T 5 IGF-1 & EPO 0&EAEIN L7 [1,
2], X WEDIGF-1 & XD Eo EPO, #i2X L W\WED EPO & L /biang
? IGF-1 DL HIZ, bo LU REOMAGEDLERH LS LR, KT, IGF-1
OAR MW % & FeRIEF ZRET 7207 AT 728 5720, IGF-1 O&AMEINT 512200 C, I E o
ay hu—LxNEEZ 72 5, EPOICOWTIE, B hT1 H 33,000 U, 3 HRE® EPO ##ik
WG IIZETHH Z LprEanTns [18], LAaL, AERBEH TS EPO @ 1 HiRK
Beh L, 24,000 U (#1400 U/ kg) ThH D, £lo, bo Ll IEMTEGOL2 AL I T
WD H LR, IREDZA I T ERALNCT SO, S HRDIMERLETH
Do

FRIT 2 & bivbiui v ¥ o—mtEEE €7 /1 ¢ JAK2 OIS IGF-1
& EPO O HICHRAEN R H D Z & 2 R L7z, IGF-1 & EPO IXERAICHIH T&
LMo, IGF-1 & EPO OGF I, MMEH REIIR T O F i e 25t L TORRAEE
TR 72 B vk LAV,

HEE

Z OWFFEE AARFINIRBLE 70 b OB (C) (No. 21591974) DBz 32T 72 H O
TH o,

EAY )

BRI D72 W E 2 EET 5,



EBAEH
TR E Dia% ” ¥~ pH PaO, PaCO, mH AUk
(mmHg) (bpm) ‘c) (mmHg) (mmHg) (mg/dL) (")
Efr R Bl -2 23
B (n=6)

- 4k.) 64+5 65+4 312+19 385+03 380+01 7.39+0.05 2055 401 12711 351

Eil 7.5 5 65+3 7x1 31719 384+04 37.5:0.2

BAEM 159 624 613 299+24 382+02 381+01 736+0.04 20423 392 13116 342
IGF-1 (n = 6)

- 4k.) 64+5 68+7 305+20 381+02 380+01 7.38+006 201+25 39+2  128%7 36+2

Eil 7.5 5 67+5 81 298+25 381+02 37.6+0.2

BAEM 159 634 65+4 298+28 382+03 38.1+02 736+0.06 20231 391 10612 372
EPO (n=6)

- 4ik.) 64+5 68+4 315+13 385+03 38.0+0.1 7.40:008 199+24 39+2  128%9 371

Eil 7.5 5 67+2 7+1 308%8 38402 37504

BAER 159 635 664 298+20 382+02 37.9+02 7.39+0.07 22012 393 133+13  37x2
IGF-1+EPO (n = 6)

- 4k} 64+3 65+3 318+18 383+0.2 38.0+0.1 736+0.04 2219 392 123+12  36+3

Eil 7.5 9 65+4 71 31515 382:02 37.3+0.2

BHER 15 9 644 65+4 30324 380+01 37.9+02 734004 21123 381 11116 362

T+ RERE
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= [GF-1

A= 4= —t 1
3
lt\ i .
3 ~ﬁ:\ 3+ '\\"1\_
2= '\I-. 9 2= \l\\\
1 & li'_'lh_" — 1— \\l=I=I:I=i
N\
0- 0-
EPO IGF-1+EPD
A N . I
4 e =
HEeT—r——t— 3 l\
1 14 . O ——t—1
1 = 1-
o
S o s G s s T T T
I 2 3 & 5 6 Tj 1 2 3 % 5 & 7T{

X1 HHER 1 %D T HGRE COML B D EEERER 27 Ok, EEEEE A =7
X, 4= R, 3= BHECTEX28EF Tiden, 2= BRIT L <E< BB CTE v 1= #%
R DT NCES, 0 = BIEOFERXHE, £ AT 1 IROTF =2 EZR LT 5, iE
WSRE A 2 71k, FRENE 2 B0 7 B £ T, IGF-1 Bt L IGF-1+EPO B CHIFRAEE L
L CHEICRATHo72 (Fp<0.008)

11



X 2 stBECOMBRE DO 73X (A, A-a) & IGF-1+EPO B CoEEFERE R O v ¥ %
(B, B-a) (281 HIEMFHEORKA L FHMBETE (L5 L~v, ~v hF Y -t
Vrgm), MREECITIERMIITIEE A LR RIEMELE M O K A BRI O FEN 7
bid (A Ara), XIRAYIC, IGF-1+EPO FECIXERIK A B OMEIL L < Rz T,
EEHII X FIE ER IR S D (B, Bra)., A & B: 405K, A-a & B-a: 100

(VN
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i 100 -
% . N
80—
& . $
B 60 . ,
L]
40—
[ ]
20 . H :
0 é : =
I | ] 1

*#® IGF-1 EPO IGF-1+EPO

X 3 fEm 7 Hi: (L L-b) FHEIEM OIEFRsmiatk, &> A, 11Eo7—
2R, XIREEL Y b IGF-1+EPO BT, Lb UL DO IEF AT G EICE - T
(*p =0.0039),
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Y R
s

— Pk = — — ____=|.--ERK 5 {
= - -
— e, sy LKL . =ll'=r= ==EH.K m= . .
s L2 I
30 % 30 4 3
——— = ik ST T
T
Eals - =E“‘ —— — —— N
D Akt E . ERK F =1:0kpa W
20— i
T I
e s il
|
05—
0
g b e d e B e d =

B4 IGF-1. EPO. & %\ MM OfFFE T CRIERH OB ##EC O Akt, ERK, F1m
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