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b 5. BEBFEHELIZ X transforming growth factor-betal (TGF-g1) & hepatocyte growth factor (HGF) @
THHENERZ b > TW2 L O®|ESH 5, BEZ Cbhbhid, SR HGF 25, SiBE 7 L3 —A% TGF
Bl k2 BEERZULE NEEDEMEOMMERESRET 5 2 L 2WEL TE ., SEb O IZERELIE €
FZ v MzBITS HGF O%R 2 Lz, Fik: 7 v M0.1% 7 vavBranr~f vy v 235HMEEREN
BE5L, BEBELEETANT Y P EERLE, 7y MERT LR b HGF BRF2EA L CEEELEE T
N7y MEBANERES L, ZOROHEBFHNEERES L. BRI BEEEUEE 7T VI v Mg 2 BEROHEBE
FHZALE U, HEMORE ARSI o, FEMEOBEER D, s Dkt b HGF &=
FHAT v MEESEE R EENGRS T 2 2 L Tlfla ik, B3 & b HGF BRETFEA T v EEAH il
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HEFZ TWCbhbhbhid, 4 KW M hepatocyte
growth factor (HGF) 2%, & D-glucose ®
transforming growth factor-betal (TGF-£1) iz &
2EEEZ I MEER R OEHEE ET
5 LEHmELTER., HGF 32 icfifldic L
T, HERE, 7R N—V A, IEHFELR EDIEA
EROYVA MAA U TH B, FLTT CTIAFER
R NTARRHERES, (BES, FERREEE R TR 2D
FIRBEBRMCED SN TS, BElicb - 2 EE
ZEHT (CAPD) 12 38 V> T HEBEARMERE 13—y 72 & OHE
D—o2THY, ZhIPERTHEHEBEMETL,
CAPD ZHET 2 Z L 335 2%, [REERHEE I3 iR
M (PMC) O & fifasn&E8E (ECM) D
e Eiz, ZORERE L TR, ETRPOEE
B D-glucose'*™'* %, {& ph FETE DR RE",

il

AR AR S, R OEERY” ik E%ET 5
N3H, FEHIERICHEL MR ISR Twiwy, HiE
B D-glucose B fif F TOEETREREL T TK
20 TGF-p1 »fifg bEH a3 h 3 Z L I5E
BHE TV 520722, TGF-£1 13 L& R o358
Hll ECMEELR Y, ZBRBEE2FOV A r oA
Y ThH Y2, BRLREECB T 3R LcEEL
T3 EINTWB2 2 2 L THESEEERCIR
TGF-p1 & HGF OFR¥ENEFZICEHb > T3
EDOMEDBH BB, oD b, bhbhid
HGF % TGF-g1 1 & 2 ol c BB %
HEREL, EROCEERELZWET 20 TIER
W ERE LTz,
IhEHLPET B, Tv ~EEDEME
(RPMC) iz full -length human HGF c¢DNA
(pUCSRa/HGF) %#=&EFEAL, Ih% 0.1%7
NAVEZONANFII BTy MEENICEAL

RERAFRERERIITAREFER377-2 (T589-8511)

2T CPEI8EELIF21H, B PEISEI2H 6 H
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TER L7 BERELIE S v PN AL, IEE
DOFERFZEAL L EERREOE L 2 BET L 7.
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8 Al Wistar rat (4 A, &5E200-250 g) % {f
A L7 (Japan SLC, Shizuoka, Japan). € CNHE
E%1Z National Research Council Guidance IZ#l-
TBIXo7,

7 v b BEEE T B O BRER & &

RPMC X Wister rat O BERIFEE X » FFE L
722, BB E3TCD0.25% M Y v v, 0.02%
EDTA (Dojindo Laboratories, Kumamoto, Japan)
BWRIZ30ERL, BN i-BH *20°C, 1000 rpm
TS54MELSBEL 72, Cell pellet # type 1
collagen-coated plastic 6-well plates (Iwaki,
Tokyo, Japan) iZ# %, 10% FCS(JRH Bioscience,
Lenexa, KS, USA) #H1DMEM (Gibco, Grand
Island, NY, USA) 37°C, 5% CO, & TT2H
fiss# L7z, RPMC ZEGROMIIAY] & mouse
anti-rat cytokeratin (Abcam, Cambridge, UK) &
mouse anti-rat vimentin (Santa Cruz Biotech-
nology, Santa Cruz, CA, USA) T#hFhmL,
flow cytometer (FACS Calibur ; Becton, Dickin-
son and Company, San Jose, CA, USA) 1ZCEE
L7:obis#EL, 3-5RHD RPMC 2L 7.
Z v EES EEA~OBETFEA

pUCSRa/HGF &5 F i3 i —&#E (KERK®
E¥HRFRARERFARBESEEEFRD L0 2
f5JEV 72, RPMC ~® pUCSRa/HGF &= T&
A32-3%5 = & J2 o T X, jetPEI (Polyplus-
transfection, Illkirch, France)3?” 2R L7-. &
A 1HBHB7ic RPMC #% type I collagen-coated 12-
well plates (Iwaki) B &, 10% FCS (JRH Bios-
cience) &0 DMEM (Gibco) 1237°C, 5 % CO, &
HETTEEL. 150mM @ NaClER GOl i
pUC-SRa/HGF plasmid (2 pg), jetPEI solution
Apl) ZEnFHEBEHEL, vortex TIRAL, Ih%
type I collagen-coated 12-well plates iz55#& L 7>
RPMC T LERTI0HEHE L 72, 27z > b
o — L & LT RPMC ~ pUC19 % pUCSRa/HGF
ERIRCEEZTFEAL. JetPEL I X 2 BEFHA
RO ITIE, green fluorescent protein (GFP ;
Clonetech, Mountain View, CA, USA) Z{HEHL
72. RPMCA®O GFPBLETE AKX H Iz > T,
pUC-SRa/HGF B F D& A & [FERIZ jetPEI %
L 7. GFP Z#{EZFEA L RPMC O#EZIX
IS R BEMEE (FITC filter, 20045, Nikon, Tokyo,

BAft

Japan) K TB Ik,
WHET v 2 4

type I collagen-coated 96-well plates (Iwaki)
iZ pUCSRa/HGF #& A RPMC (SRaHGF #),
pUC19 #H A RPMC (pUC19#), ¥ X fnon-
transfected RPMC (control #) %% %z 2x10*
cells/well, 0.5% FCS (JRH Bioscience) #s il
DMEM (Gibco) (100 wl) THIELU /2, 53E% 6 K¢
fE#&1z, D-glucose(6, 30, 60 mM) (Wako, Osaka,
Japan) % % \»ix TGF-£1 (1, 10, 30, 100 pg/ml)
(Sigma-Aldrich, St. Louis, MO, USA) &% L /2.
EfT48HFRI 1z Cell Titer 96 Aqueous One Solu-
tion Cell Proliferation Assay (Promega Corpora-
tion, Madison, WI, USA)3%% 220 pl HnL 7z, &
N 1 BefE1#212 microplate reader (Bio-Rad Labora-
tories, Hercules, CA, USA) % F\v» CHERERE 2 5HHI
L7z (K490 nm),
ELISA7 v A

Human HGF & rat TGF-BlEE O E X
Enzyme-Linked Immunosorbent Assay (ELISA)
kit (HGF ; Human HGF Quantikine ELISA Kit,
R&D Systems, Minneapolis, MA, USA, TGF-
B1; BD OptEIA Human TGF-81 ELISA Set, BD
Biosciences, San Diego, CA, USA) »fEHL 7.
BEB(LEE TV T v F OTERK

36VCD Wistar rats 2 L7z, 180CI2130.1% 7
NAVBZaN~F VI UrBLINIERLY /S —E
BHFEA/A%Z1.5ml/100 g AEOEE T35 H i
iS5 L7z (CHED®, £la>rbro—nrLTI8
e EREKE CH B RS L (saline
). CHH, saline Btdtiz day 0, 7, 14, 21, 28,
BB L 72, BEEEE % buffered 10% 7 v <)
> (Wako) ICEEL, S77 4 YEMEL, YFE
F4um & L, HBFEMZE{ % hematoxylin-eosin
Bt B X Uf Masson’s trichrome 1 THE L
7o, E-REEHRME L OFHEIC I, BEMEE TICHEEL
7z submesothelial layer OB &, T ixbbEHER
S VBEEEE TCOES 2HWwi, salineBHBi7 3
BRAMEDI2pm TH - 72720, BEBEHERE I sub-
mesothelial layer OE & 2312 pm B E EBRE L 7z,
Z v R AR O B TER

Z v FPEEREAB AL RPMC OAEERRIWK
GFP 2 U7-. 10/ Wistar rat 2R L. 5
EIZi0. 1% 7 vavigrzanr~d: vy B8 L U15
%ry /—NEFEBEAEKEEHISHMBEENR
L7 (CHE), SN CHEELRBRCHIBEL T
day35 iz GFP-transfected RPMC (1x10° cells/1
ml) FEEA~BA LK (GFPE). BA 4R



BEEFELEE 7V 7 v b ~D HGF ORR 23

W EEIRERE 2 EEEL L, buffered 10%7 V<) ¥
(Wako) CBEEL, /85 7 4 YAHE LT, £ 7-—
EEER A, BEER 9 Tissue-Tek O.C.T.
Compound (Sakura Finetechnical Co., Ltd,,
Tokyo, Japan) IZ TEFE L7z, HBEAERILOBRE
13 hematoxylin-eosin #8112 T{T\>, RPMC 4%
TESR I EIN BOLBEMSE (FITC filter, 100£%, Nikon)
WTBIikol,
pUCSRa/HGF E A T v +EEST RO EEA
BA

200k Wistar rat ZFEHA L/, 5EX0.1% 7 v
AV UNAFVIUBINIS% Y S —VER
AR AEA % 1.5 ml/100 g AEOEIS T35 H EES:
5L (CHE). Control B : LT 5Lz id&EH
RiEAKE CH #HLEREES LU, 1.5ml/100 g &
BoEETHHAMERENRS L. CH+SRaHGF
BEELTHINE CHEELFEFCRIEL DD, A
#4865 E % @ pUCSRa/HGF & A RPMC % 3 2
EIRERERRE A (1X10°cells/Iml) L7z, %7 CH+
pUC19 & (5I8) Tlx, CH+SRaHGF FHOXIHR &
LT, BRI Y —TH% pUC19 % pUCSRa/HGF
CERCEEZTFEAL RPMC 2 BERERNES L
7z. Day35 & L, B2 {bik hematoxylin-
eosin i 1 X O Masson’s trichrome ¥z T, 8
s el X submesothelial layer OE X % v TFE
il 7z, 7z, HGF 2’ EFH £ 5 2 2 E 2 BE
T 57D IHEME KDL %, hematoxylin-eosin
PEFERERAOTIEOREETELZ 6 HEF2E
217z,
FE RS RE AR

320t Wistar rat 2R L7z, &8¢ (CH#,
Control #, CH+SRaHGF £, CH+pUC19 ) 8
VT4 21z day35 122.5% D-glucose/10 ml % e
BE5 L 2 KR, 4RMERCEBRL, BAKEB LU
JEREN, [f1E D-glucose P (Glucose B-Test kit,
Wako), MEZ V7 F = BEPHIELL.
HEtFERIEE

BiEt 3Rz X Graphpad Prism (GraphPad
Software, San Diego, CA, USA) % RBwi-—ithd
B ESHTE (One-way ANOVA) 21T, BREIR
Student’s ¢ test w7z, p<0.05%#EHHEMICH
BrHELY, AXFORMES L UKFORRIIE
#eEE TR LI,

& xR

pUCSRa/HGF B A T v b EFEG EFHEIC X 2
HGF E4EDH#%
BEEEDPO HGFEBEOZELEZK 1 12537,

O Control & pUC19 B SRoHGF
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K1 pUCSRa/HGF # A RPMC @ HGF EE4 &
DHERE.
pUCSRa/HGF # A RPMC % 6 mM D-glu-
cose TTEEE L, 24, 48, 72, 96, 120kFf9%
D EERDO HGF BE (pg/ml) 2#IEL 72
(ELISA). Control ; RPMC, SRaHGF ;
pUCSRa/HGF # A RPMC. pUC19;
pUC19 A RPMC., FIgff & EHEER T

$. n=8
~ 0 Control M SReHGF B pUC19
8 15,
(@) . [
g *
% [
*
& 1.0 o
()
(=]
o)
=1
§ 0.5r
&
e
(=) 0
30 60

D-glucose (mM)

2 a2 pUCSRa/HGF 0 # A # D-glucose & ff
T @ RPMC #8812 5 2 % &,
RPMC % D - glucose & & F (6, 30, 60
mM) TASKEfEIE 2 L, WIEREO B2 B
L 7z (CellTiter 96 Aqueous One Solution
Cell Proliferation Assay). Control ; nor-
mal RPMC. SRaHGF ; pUCSR«/HGF
H A RPMC. pUC19; pUC19 #H A
RPMC, FHE L EEEREZ 2T, n=8
*p<0.05

SRaHGF iz B\WT, HGF R EEBE 2R LD
EAZSRE®RTH o7z, Ltk HGF BE 3R
AR L, BATR12085R94812 12 control B &
IZITEBE & -7, PUCI9 # o HGF #E 13,
control FE L IZ LA EEDL SR M-/ (data not
shown).

pUCSRa/HGF # A 73T v b BB o 57 {ll T o i 5l
BBiCEz 8
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Control #, pUCI19 # iz B} 2 RPMC O H#EFEEE
i3 D-glucose BEE K FEE & X 17z 29,
SRaHGF BT 2 BRI LR THEAERE 13 & D-
glucose BETHRIILEL]: (M2 a), TGF-p1

O Control MSRGHGF B

—
W

—
o

Proliferation of RPMCs (OD)
e
(V)]

o

1 10 30 100
TGF—-B1 (pg/ml)

2b pUCSRa/HGF OEAN TGF-£1 & T
@ RPMC #JEREIC 5 2 552,
RPMC % TGF-p1 &% T (1, 10, 30, 100
pg/ml) TA8RFEIEIE L, WIERE D b E 8l
£ 7-. (CellTiter 96 Aqueous One Solu-
tion Cell Proliferation Assay). Control ;
normal RPMC, SRaHGF ; pUCSRa/
HGF & A RPMC, pUC19; pUC19 & A
RPMC. FyfE L EEBRES2 T, n=38
*p<0.05

Saline dayl4

4a BEEF(LEETTALZ Y MBI 5EBFEROBREL

BRIt

ZHTIEBWTH RPMC OHEFEEE X TGF-£1 &
EERTEMEICHNE] & 7= 8, SRaHGF Bz B\ il
D 2 B HRTER CHFERELTTE L 72D 1 TGEF-
BLEEH100 pg/ml DEETH-72 (2 b).
pUCSRa/HGF AN T v b EREG FHIEE L %
TGF-pl BLIZE 2 2 &

O Control MSReHGF & pUC19
*

(Vo]
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Level of TGF- B1 (pg/ml)

(]

30

D-glucose (mM)

3 pUCSRa/HGF @ #E A % D-glucose &1 F
® RPMC @ TGF-pl E& iz 5 2 2 BZ.,
RPMC % D-glucose & (6, 60 mM) T
BEL, 8FFERO LEF D TGF-pl BE %
# % L 7z (ELISA). Control ; normal
RPMC. SRaHGF ; pUCSRa/HGF & A
RPMC. pUC19 ; pUC19 A RPMC. Fi{H
LB R RT, n=8 *p<0.001

Fy M0 AR T VA VB aAFY YU, 5% Ty - VEBEEEEAKEEHBEENRS
U7z, Saline BiZEEAEAEEMANICGEHRS L7z, Saline 7 | R & ZHEBFNELEIFTD
72w (A, E). Dayld ; PMC 04>, submesothelial layer O FREEIRE 27 o7z (B, F).

Day2l ; PMC 2%, BHEEEiao4, MiaREes@oz (C, G), day35; HHESMED
EEA A D7 (D, H). B hematoxylin-eosin ¥, 1006%, TERIE Masson’s tri-

chrome Hf, 1007E,
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6 mM D-glucose &4 T Cix TGF-8l EE£E X
BEETREREFEVZ o725, 30mM, 60 mM D
~glucose £ T T, SRaHGF i1 BWwT TGF-
Ll ELAEIZZFHIZEA L (F3).
INaAVBEZaANAF Y Ik B EEFELEE T
Nz b OYERK

CH #7132 day3b CTHEEBLET &/ L7z, HIR
FWFTR & U CEHEEREOREES L IFERS, 7
14 7 N &k BIBE ORI, FFEsb, BREE
EE 2288 7: (data not shown), FHFRFERZEL L
L T dayl4 T PMC D4 & submesothelial layer
OHEFREZ2ED 7 (K 4 a, panel B, F), Day21
Wik PMC 3HE LSt 4, MkEE %
(M4 a, panelC, G), day3s TLRUESFHRED
ZERc 4 2072 (K4 a, panel D, H). Saline
FETEIRESHEBENE IR D E»r 72 (K4 a,
panel A, E). Submesothelial layer ®E & I con-
trol #9.88+0.79 wm Xt L ¢, CH EETiX day7 ;
42.65+9.25 wm, dayl4 ; 67.50£8.07 pm, day21 ;
85.11+14.56 pm, day28; 114.00%=15.18 pm &
TLZWBREL, day35; 152.26£21.23 pm TH o 7z
(X4 b).

GFPEA 7 v MEREF KM X 2 EENEETRE

RPMC zxf3 % GFP O# A {350.5+£8.5% 72
ol WEEE b ISR OZER IBE 2T 7z,
BREEEAOEZEKEEIZ GFPETE 5 (K
5, panel B), CHETIIFE®» % » -7z (5, panel
A). %7z, GFP BT3B CEEME T CHEERE ICF
BRI ELE & h, GFP-transfected RPMC 234=%

E

3

g
5200
=

2 130
S}

g 100
3

[

S 50+
8

g

g 0
= Saline day7 dayl4 day21 day28 day35

K4b BEFLETTLI Y MBI 5 sub
mesothelial layer [EE D#ERS.
Sy M0 1% T vavBBrar~Fv Y
v, 1%y - VEEEEREKEEH
RIENE G Uiz, E5E S E R R T,

n=3

LTwa Z EERES N (K5, panel D), CH
BT Doz (F5, panel C).
pUCSRa/HGF EA Z » R D B ERN
BA

CH# (X6 a, panel B, F), CH+pUCI19 # (X
6 a, panel D, H) DOE®EERTIX control # (K 6
a, panel A, D) i b~FR IR OEE 2
7z, CH+SRaHGF # T3S OB AE X

B s -8, RPMC B&EEL Twi- (K6
a, panel C, G). Submesothelial layer DE & X
CH #152.26+21.23 wm, CH+SR«HGF E
87.50+18.07 pm, CH-+pUCI19 #£147.26+12.23
pm THY, CH+SRaHGF #CTEIHICHIGI 2 iz
(6 b)., £7H6 clamd Lo, FEMERX
SReHGF B TR 2 Bt EERCEI L
(SReHGF &£ ;9.742+0.5736, CHE£; 14.39+
0.8068, pUCI19 & ; 13.84+0.6084).
HEE R RERAER

7 A WRT L9 KEKEX 2 Ffitg, 4 KR

Non-treatment GFP

C

5 T v MEBESGEMHEOBRENEETER.
BEFEGEETVT v MEERN~N GFP EA
RPMC 2B AL, 4 BB ICEHZL7-.CH ;
(A) BHEFMIEOEHREREELZRD 505, B
B DEZEREE IO v, (B) EE
EEICEREFLIEEs DY, GFP; (O)
R OZF IR e A © IEERE A D B
HEEERED 3. D) EEEREICEAZELES
HE 2, GFP-transfected RPMC D &&F»
FEF ¢ % 72, LB hematoxylin-eosin ¥,
10065, TERZEOLZEE, 100f5. CH; 0.1%
TNavBIu~FY Yy, 15%T8 ) —
NEFEERE/KEEHIS HEEREARS.
GFP ; GFP-transfected RPMC % JE gL
EETFNVT v MEEAA day35 2T A,
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Thickness of submesothelial layer (jum)

X6 a

VA

Control

i %=

Pt

CH+SR a HGF

pUCSRa/HGF HA 7 v b EEFEZHEOEEAR A £ 2 HEIRE.

EEB{LEE TV T v b IZ pUCSRa/HGF E A RPMC & % it pUC19 A RPMC % i HE
NBAL, day35 i28ZE L7, Control ; K& LGN EILIIRD R (A, E). CH; ##
HHRAOZFRAREE 2D (B, F). CH+SRaHGF ; Mt o4 zms s n (C,
G).CH+Pucl9 ; CH kRO OZE 2 E 237z (D, H), LB hematoxylin-
eosin #&f, 100f%, TERIX Masson’s trichrome #:ff, 100f%. Control ; no treatment, CH ;
0.1%7VvavBrar~Fy Yy, 5%y —VEFEEAEKEEASAMBEERNRS.
CH-+SRaHGF ; CH I pUCSRa/HGF # A RPMC % [EFE N & A. CH+pUC19 ; CH i

pUC19 A RPMC % EEENEA.

CH+SRaHGF CH CH+pUC19 Control

6 b pUCSRa/HGF A Z v b EEH KM

DOERERN® A L % submesothelial layer
EEOZE1E.

BEEBEAEE TV v b ZpUCSRa/
HGF & A RPMC » % » i pUC19 & A
RPMC 2 EEENREEA L, day3b WEREL
7z. Control ; no treatment, CH ; 0.1% 2"
nvavgrzan~Fy Yy, 5%y ) —
NVEEEBEREKEEHSHMEBEREN®R
5., CH+SRaHGF ; CH 12 pUCSRa/
HGF & A RPMC 2 EFE N & A. CH+
pUC19 ; CH iz pUCI9 # A RPMC % &
PENREA. FHE L EEEE SR T, n=5
*p<0.001

o
L

Number of capillary vessels

0-
X6 c

f CHpUCI9

pPUCSRa/HGF B A 7 v  IREE 2 AE
DEBEAB A X 2HEMERDOEL.
BEEAET 7TV Z v bz pUCSRa/
HGF & A RPMC % % \» & pUC19 #E A
RPMC #EFERNRE A L, day35 Ic8iZE L
7z. Control ; no treatment, CH ; 0.1% 7
navgranAFy Yy, 5%y ) —
NVEBEERE/KEEHSHBERENR
5. CH+SRaHGF ; CH 2 pUCSRa/
HGF# ARPMC * EFEN % A. CH+
pUC19 ; CH 2 pUC19 & A RPMC % &
FENRE A, FEIE L EHERER T, n=5
*p<0.05

$t 1z CH+SR«HGF & ¢ 12 CH #, CH+pUCI19
BEC AL 72 (control BE ; 2 BFfEI#212.4+1.6
ml, 4 Epf£811.3+1.3ml, CH & ; 2 BFfE£3.8+
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0 Control @ CH M CH:SRaHGF @CHrpUCIS

—
W

[,
o
*

W

(]

2 4

Time (hours)

Peritoneal ultrafiltration volume (ml)

7 a pUCSRa/HGFEA Z v »HIEhEHIIE
DEERERE A L 2 EAE O,
BEBEEE T VT v b i22.5% D-glu-
cose 10 ml lEFENIE L, 2 BRI, 4 6F
Mo AKE %28 2 L7, Control ; no
treatment, CH ; 0.1% 7'V a2 B2 0w
~NEFVIv, 15% LY —IVERENERES,
CH+SRaHGF ; CH i pUCSRa/HGF
E A RPMC % gk A. CH+pUC19 ;
CH iz pUC19 A RPMC %> EFERNTE A
gl L ABREEE R, n=8*p<0.05

O Control MCH M CH+SReHGF B CH+pUC19

600 ,
=)
“ah
)
(5]
|77}
8 *
g r
2 300
()
=
(9]
=
§
g
[«
0 2 4

Time (hours)

7 b pUCSR«a/HGF B A 7 v b fEHE G pF{fT
DOEFENB A & 2 EEEAN D-glucose
EoZEA1E.

BEBE{EE TV v +i22.5% D-glu-
cose 210 ml EEAR S L, 2 Byfftk, 4 BF
R D EREN D-glucose BE ZHIFE L 72,
Control ; no treatment,CH ; 0.1% 27" v 2
YErurAFYYy, 15%TY S —E
FEEAEKEZEANGHEERENZRS,

CH+SRa«HGF ; CH iZ pUCSRa/HGF
HA RPMC %8R A. CH+pUC1Y ;
CH iz pUC19 # A RPMC % ERENTE A

SEEfE L AEHERRE 2R T. n=8 *p<0.05

0.5ml, 4F5E1.1+0.2ml, CH+SRaHGF & ; 2
FFE#10.7£0.9ml, 4 RFfH#6.2+0.7ml, CH+
pUCI19 Bt ; 2 BRi#£4.2+0.8 ml, 4 KffH1.3+0.3
ml), £7:K7 biz/RT &5 2 KEEOEEA D-
glucose IBE X CH+SRaHGF T CH#, CH+
pUCIO B ic Lt~ U 7z (control £ ; 580.68+
18.94 mg/dl, CH #% ; 133.34+17.20 mg/dl, CH+
SRaHGF £ ; 290.31+15.20 mg/dl, CH+pUC19
P .135.67+15.82mg/dl). L2 L 4 KD ERE
N D-glucose & B 12 CH+SR«aHGF £, CH ¥,

CH+pUCIO e K& e Z X & H o 72 (control
¥ 314.78+28.42 mg/dl, CH #; 121.87+20.01
mg/dl, CH+SRaHGF &f ; 145.44+8.42 mg/dl,

CH+pUCI198f ; 121.65+18.65 mg/dl), MM &E D -
glucose B, ME7 v 7 F =V EBEEL TE&
BEE DIZIZIEEMEANTH - 72 (data not shown),

% =

WEOHRE W X 2 LENMEFDOEEE D-glu-
cose'® ® %, {K ph BT~ OFFRE", BT
R, R OB AR 1 £ 3R GRE D R
W ahs, ZOFEMIASHLTITR W,

WA S iE~ v 2ADEEE L TICE T HGF 235
DL, FRZHEW TGF-£1 383 528, AR ME
HGF 2 £ © TGF-8112 & 2 ##EL 3% 2
%%, HGF W RyiE T 2 2 L & D #iMk
PE(LT B0 LHEL TS, 2L TGF-81 375
B D-glucose & FTTt  PMC TH EE X h
202 rnsELH D, FhbhbliBE K
HELFMAT I S8R D-glucose 10 L D&% x 7= 34
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