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Nbn i3 T DB ORIMIEIC > W THREL 2.
1967 FFiCiF U T, METO&0HE & L TR
WG SN TLERY, 2 < DIEFIRE & £ ORI
DWVTOEEPILINTE 3,

1996 FFITHBR S0, TOMFLL TS AT I14 4 —
N TIRIMEKANIT glucose WHL Y A F 1 5 AT HEM: 2R
e LT\ a2, ZDROIER O CHRIC I ST O
FRIBINTOEYL, Ihoxgsnd s, B
DRIMBEFREB OB 3, JRHECP S IC L D glucose
MIHKT 5D TIE7S <, FRIMBKN T DB mERE %R T
#E1C & B glucose DEHBICIDE 32 b D & HEHl
nNTWa, FRIMERAN~D glucose D HL D A A 1T 5228
25.Z2 5K1% In vivo study ¥ X O In vitro study
THET L, #Efrth O RIMEDHFICOWTHEERL /2.

1 XK - Fik

1) In vivo study

O &1

MKW 5A T 549 —%@ldsEE, EESAT
FSAF—DHRTIRITHE > TWENZRRL 20,
AT T A — DRIE TERINB K CEITEREINETT -
7.

Tk mENR, EEEHERENT (HD) Z247-T
WA IEBEIRIERE 4 PlT, FEREBEIIEMRERARE % 3
fl, ZxvERE 16, B34, Wikl s
iy 606169 %, BT 123.31£106.9 5 H.
TR ARE C THFE LTSN TVWE B-T oy
# -, UVES IR, 4 FUE, Fv
7 7 FEROVWINSIRA L TV, Skt voNy
27 (glucose 100 mg/dl, Na 138 mEq/l, K 2.0 mE
q/l, Cl 110mEq/l, Ca 2.5mEq/l1, HCO; 28
mEq/1) ZifH. ¥4 754 % —13 FB-90G, 150G
(I8), FB-170U (IH) %A, [MiEiRE QB
180~200 ml/min, @##rikiniE QD 500 ml/min T
1172,

AL, EbAtGk, 2 Kk, 4 Rk,
TNENTA T 74 Y — OFIR TERINSE L PSR
W17 - 7o, MIROERAUIBRKZ IED TIT- 7o, W
I H1Z, Glutest Ace (Sanwa Kagaku Laboratory,
Tokyo, Japan) 12X % glucose OHIE, BAFERT ion
selective electrode AVL9130 electrolyte analysis

~NF /N3,

equipment (AVL scientific corporation, Georgia,
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USA) 1T X % Na, K, Cl ollE, [T R5Hres
SenDx 100 (SenDx medical INC., California,

USA) 2 & % pH, PO,, PCO. DHIE%IT - 2.
HCO, 3EtHEMETH 5.
@ &2

—fi%ic, KoM b cEN (Oxidation-Reduction
ORP) T EB%25Z 2D RBENT &
pHTH 3. 5147 54+ —@lkiliko PO, d_F&7
L pHDOE NZB D120, MIKBHITEEIC>VWTS
1754 F—DRHIETORP ZHIE, 77 =L vRiE
FITO W T bEkIC ORP Z2HIE L 72,

Hik  BEAHRE, A v 7 s —LFeaveYE
1S AR MEAERENT HD B35 3 6 OBEPRW I BE 1 4,
PR RERIAE 2 2 1), DFPPEH 24] (7 )% 7o
7 VIMAE, KfEE), LDL-77 =L ¥z (PR
LDL-A) B& 10 (Kt =2 v 2 7 v — Ve,
EHARM & ARG TERIM ATV, ORP % S 7T A &l
HTC-200V %4 ORP meter %2 H W THIE L 72.

Potential,

2) In vitro study

AT 74 % —DFiRTHEL BFEE DMK pH,
K™ BEOZALMIFEKE b, JRIMEKMIC glucose 23
W AEn 0L 52N,

© &S

pH 7.0 & pH 7.4 OIRIMERIFLE R T glucose JEfE
DOEALZRIE L 7z,

FHik A4 v 74— FKeavtey hi2ER35ER
M 5~ ) VINERIM 50 cc 21TV, cold KCI me-
dium (150mM KCl, 10mM Tris-HCl, 5mM
MgCly, 4 mM EGTA (pH7.4)) 2T 6~7 [al7R1MI
BRAZpEH L 72, glucose 2 N4 471 37°C T 1 MyfHlA%
i& L glucose depletion 21T - 72. ZERIZT 2,000
rpm CEMLL, EiEAEET, a-MEM (glucose i
E5mM) #NA T, &~< b2 )y b Ht %
50% &L, pH7.0 & pH74 IZEL 2. 37°C T
= L7k, WRefHE - TIMPEME % Glutest Ace %
WTHIE L7z,

© ft4

K™ 4 5mM & 1 mM ISEIE L 7R IMERIFE G
F1d glucose BEDOEALARIE L 72.

T3 AR IS~ ) BRI 50 cc 21TV 2 R hy
o, ThZTh%i1lmM<&EE5mM O K" %258 KRP



buffer (€ THIAPRIMPRGEH 217 - 72,

KRP buffer (3 pH 7.4 T 128 mM NaCl, 1.25 mM

CaCly, 1.25mM MgSO,, 101 mM NaHPO, & 1 2 B
mM KCI %7213 5mM KCl 238, 37°C T 1 B -
glucose depletion 247-72. 4 v ¥ 2 % 100 1) In vivo study

nM 785 X HIThnA, &% glucose REEAH 100 m

TR o IR O R

g/dl &85 K91
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10453# 10 g/dl @ glucose ZNA
fz. 0%, HRRNCHE - THEERIE & Rk ICiT - 72,

O RE1OHE (T2, &I

K2 FA754F—BBEDMBK®D glucose, Na, K, Cl, MiEH XDEE)

BT BRI 2 Wl 4 R
A v A v Al v
125.31+45.0 70.8+t14.4 91.5+9.6 70.0t6.7 83.5+7.8 63.51+2.3
glucose (mg/dD
p<0.05 p<0.05 p<0.05
‘ 137.0+0.9 140.7+0.5 138.3*+1.1 140.8+0.5 139.3%+0.6 140.91+0.3
Na' (mEq/D)
p<0.01 p<0.05 p<0.01
3.5610.84 1.58+0.08 2.72+0.21 1.57+0.30 2.68+0.27 1.77£0.16
K" (mEq/D
p<0.01 p<0.01 p<0.005
B 106.3+2.3 107.3+1.3 105.3+0.8 108.0+2.9 107.5+2.6 107.5+2.7
Cl" (mEq/D)
NS p=0.211 NS p=0.076 NS p=0.500
H 7.38%£0.01 7.3210.01 7.46+0.04 7.38%£0.02 7.44+0.02 7.3710.03
P p<0.01 p<0.005 p<0.05
35.4+5.6 446125 34.0£3.7 429+1.0 35.4+4.3 409*+15
p<0.05 p<0.01 NS p=0.061
97.3+£7.3 123.3+9.5 103.4+16.1 117.4+18.7 99.9+t7.9 119.5+8.0
PO, (mmHg)
p<0.01 p<0.05 p<0.01
21.1£3.1 23.2+1.3 24.3+2.0 25.6+£0.7 24.4+2.1 24.0t1.9
HCO4 (mEQ/D
NS p=0.080 NS p=0.150 NS p=0.353
HCO;s FFT5iE
R3 T4 754 —@BBEOBHRED glucose, Na, K, Cl, MiEH ZDEE
BT BRI 2 Witk 4 R
A i A th A H
111.3*+54 117.3+16.0 108.0+5.4 105.0+11.9 108.3£6.1 109.8+7.5
glucose (mg/dD
NS p=0.265 NS p=0.300 NS p=0.364
139.8+0.5 138.5+0.3 139.61+0.3 139.0+0.3 139.8+0.3 139.0+0.1
Na® (mEq/1)
p<0.05 p<0.01 p<0.05
1.89£0.02 2.47+0.20 1.90+£0.00 2.24+0.15 1.88+0.02 2.11+0.08
K' (mEq/D
p<0.01 p<0.05 p<0.01
B 108.1+0.6 108.0+0.5 108.5%+0.5 108.6+0.4 108.4+0.4 108.6+0.4
Cl" (mEq/D)
NS p=0.335 NS p=0.325 NS p=0.101
q 7.34+0.00 7.41+0.01 7.34+0.02 7.43+0.02 7.33+0.01 7.45+0.02
P p<0.005 p<0.01 p<0.005
50.8+0.6 43.27+1.0 51.1t24 435+t25 52.0*1.3 41.1+14
p<0.005 p<0.05 p<0.005
142.2+6.2 1274+2.1 140.6+2.8 120.7+10.4 144.6+3.6 129.2+8.7
PO, (mmHg)
p<0.05 p<0.05 p<0.05
B 274+0.5 27.4+0.5 27510.3 289+t04 28.0+0.5 29.0£0.2
HCOs (mEq/D)
NS p=0472 p<0.005 p<0.05

HCOs 33H5H(E
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x4 ERLGETENM (ORP) LMiEBEDZE/L

ORP MR (mg/dD)
Wik i ABL VR A VR
70 % B DFPP Evaflux4A —32 —29 88 84
69 % & DFPP Evaflux2A —6 —2 117 107
68 i & LDL-A LA-15G —14 —17 124 123
62 5% L HD AM-BC-200F —49 —6 114 88
62 5% L HD AM-BC-200F —54 —8 151 107
57 % X HD APS-150 —37 7 150 101

x5 IRIERD glucose BYRAAIZHIFBpH DFE
(In vitro study 55

pH74 pH 7.0
fifE (o -MEM) 108 110
5 min 52 51
15 min 51 49
30 min 49 49
U pH %2 J081  ARIMEK
IR D pH % H 2
X2 49 48
1 hr 39 42
(add insulin)
3 min 37 40
15 min 38 40
(mg/dD
%6 JRIMERD glucose MYRAAIZEIFTEK BEDEE
(In vitro study %55
KCl 1mM KCl 5mM
0 min 119 113
2 min 118 115
5 min 119 118
10 min 118 118
15 min 120 116
2 hr 103 101
(mg/dD

DMK D K L, S d ALDO K EELL MK
UL (E2), #ICikd Na EE L, Bk Na
REL FickEmL 72 (’3). #frickoiligo 7 v
F—v23%KESNLDOT, BB 738 TH -
7o pH BB THICIZ 744 & ERLEELL. L
»LEHRIcBWT, 514754 ¥ —DRi%ETpH D
TltEABE, SATIAF—2BRTEIEICLD
Mikd pH E FH0, o7y F—v2Etk-7 (K
4). ¥4 7 74 ¥ —ZEdk, Mo PCO. 3L,
BT D PCO, 3D L (B’B). 54754 %—
N iE R o HCO, BHEEOZ(bEREd, L
» biicENE O HCOs 3L 72 (K 6).

@ M2 DfER (R4

HD B2&E T35 14 7514 % —HiETORP &1L &
glucose REOZ LZBHOBGREOMEE R L. —F
DFPP, LDL-A ¥ Tld ORP, glucose B & 1T
HEOEA ARSI - 1.

2) In vitro study

O &3 OFER (RD)

pH OZALT glucose IBE FEEOE(LA RS 0 -
72, BOBROEKNEHREDOK N TH 5.

@ 4 0fER (R6)

K™ B D0 Z (L glucose &R
o7,

BEEOR(LERE

3 £ B

AT A Y —AEid 5 EICIkickE 2 2 Z i
BTSN & MR & ORIOILEL, B, &5 WIdBE
2T, RKOFE &REGLTVWE, Bitick -
TT Y R=YZROWENLINDED, 47544 —
B RIMEdic CoO, M % 7o
Henderson—Hasselbalch @/ 5 pH & 430, Il
e 3 —RFRIC TV R=v I, $HbLBR
ﬁﬁ?yF—vzﬁb@&ﬁTVF—VX«%ﬁ?é

. Mk & 0 B D PCO, DI S5m0y, T
@r@EZ$oTC@iMW THREL L, KESSY if
MEEANICHITT 5. RIMEKA I
anhydrose W& EICHFAET 5 DT, HCOy DEHN
e, CofER, ARIMEKAN O HCO, RBEEAY AL,
MAEhA~IEE L CU AN SARIMERN I BT 5.
MiEBdEITIc BV TlE, 7k VEFE L CEEARHW
SNTVBY, B, 5 HCOs MEFEMB N T
WBDTIFMEL, ARIMEKOME =12 X © HCOs ZREAE
LTWaEEZOND., 5147 54 ¥ —mdEiciimg
@ PCO. AN L pH 3 F43% 23, FRIMERA T & —HK

{3 carbonic
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fFJic HCOs L, Bofic pH i3 B9 5.

pH2A FHR4 2 &, ATPOHMBE T %2 VF —Z/Lh
#id EF LYW, Na'—K' pump O[E[EEH & 5 ITg
ENB., TDEDITTA T 54 F—NTHRIMEKD Na™—
Kpump 25T L, 54 7 54 ¥ —@lkic K 239k
MERPIIC A 0 A S MK D K JEREE 3Bk D K EEELL
TR TR L, @i ® Na B BT O Na &2
PlbictgmlzcEEZ 5. SH%ICEK MIEE 50
ABROIAKN ES 72D, HFITK DY) /N v N2
W4 206 Z0kDEEZLND. Fh, 47T
4 H—@E%Na —K pump DT 2 V¥ —JHTH

% ATP EH D 729 glucose D& VERES N5 D T,

glucose FAKFEAICIRMERICH D AE N 5. il%’:‘féﬁ?ﬁ
B % Embden — Meyerhof #% Ii% @ f i fi% 3% |
hexokinase (HK) & phosphofructokinase (PFK)
TdH 5H, HK-PFK system [Z7RIMEKN D pH #5 I
A5 EEESN, pHPN 02 LMflan s, 4
47 7AW —mE R RIMERKN T 13—k HCO,
MU, pHM EAT 20T, BRI ELES
glucose MIHE I N D E#Z 5.

4T 54—, (Ko PO, & PCO, »3
[ B L 7o, ﬁﬁ@i%ﬁ?imﬁ@P@&

PCO. 3R d 2. ¥4 7 54 ¥ —@i% ORP 13
EinL, XL S - k. e&m,m@

I b T B EA 52 20 3BENT L pH TH
5DT, 4774 ¥ —iEigo ORP @ EFE, PO,
OLFEPHDEKFDIHEEZ SN, TOHRD
BITOBALA b L RICBD > TORmWipE S ip, 41
OFEE Lcw,

iE A

B o E\EESENT T, CO. s & O FERTHRIM
BRKAN @ Na” —K'pump DMEdENEzd 5 7201, 54
7 54 ¥ =T K ABFRIMERAICE Y A £ h TIHIE D
K EESKT L, [EEIC CO. e & b FRIMBKHN ©
pH 23 ER- L, BHEZRBILEL, glucose DAFRIMERA

KD AENTHEESNS., IOBBfIciE 31K
MEDO—RThsEEZ NS,

BB, KBZEE, HAEFER2HE S 2 ORI
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