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DMFBIC BN TR BER G EDRBR/RRRIIMEE DL L1 F 2 (Cah)
BEAR TH D, HICHERBOELFEZHRETH 5 R TN &5
HENEN, BMIEERICLSHEEESIT. filaAN S DRED Ca? i AZF Sk
Z LM EFRICES LdD, TOMFIT. B TI3MEE Ca? BE OB & Ca?
Ik HBEREDOEMLIC X D EE O LY, /- BERER TIXRERCa? AT
FELUFIEEOOBEINMEE., THICK2MEEROBEY CHEREOBEY &
CHEZF LTS, ZONMEEADBEINMEEE L I 5Ca2 OHFKITDONTIE,
R g A U= MEN pH O TRl fU DA F > (Nath) ARfOFER, B
BRI 1T HY-Na* 33 Nat-Ca2t KM Z T L TCa' NHRATH EN I
R, AN TLAFYRINENLTCaZ WHRAT B ENVNIFHNDH B 59,

Be- TEIMBFERGENIEDORAREOOE DIFHIERNCaz FHA DM NEET
HOD. FRITIEIRZL IDOHFENEZSND, — DRIV TLTF v RIVEHEH
R, H-Na* Z3Huig £ 7- 13 Nat—Ca2* [EEEICH T 5HEFROFHATH S, Ln
LS EEFI ORI IIERER TS 500, FIRFIC S £ £ A2 IH 3
BT EIRDRERDREZMHT A LREETHS, DB, Bl ITHS
U EEMY Z2HERE. AT RNEICHIEEEMICETEMBIE S HETH
%, BEEMEMET. BAKENE Ca2r Fr X ENT 5 Ca? MADET & Nat-
Ca? HHREIC KL 3 Ca* HEH D {RiEZE B 7= 5T 19, [RBMBEHSBOFEIZIENar-
KR TEE Na™-Kr R > 7 mEER) OEKEK RE (KT AhaEER) O
HANLWAHEEEZ SN S,

=D E. MR O Na* @ &%
BME K QAR TS 5. B

IZ Nat-K* R > TiEHO#E K intracellular Na+ overload

i, i A U SR Nat Na/K pump
EHEBERT S skoT oo Net exrusio

Nat-Ca2* 3sHubihs % 13 2 4 K+ uptake

BINAD Ca?* FAEHIH L7z {Nﬂhwmm%]
N (BEX). filEAK ARk Naﬂ?h‘lux

DK AmEEREZERLULE Ca?* influx
RERICERT S ETHEIN +

2o intracellular Ca2+ overload

HFEFFETIE. 1) Na™-K* R

CIEMAL GG EBSATRNICKRAL, 2) TORET THERLZBO.LHE
BMEBEAFOBHOBEEICERL. Na-K R 701+ 2 BENREA F O BE)
BHBDNWTRE L 72,
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1. BEBEOTMREONNYFU T2 TEERWEEREE PR
@ BLEE O HE A oD £REX

A2 300g 75 500g DREETILEY MITRFNVIVES—)L - F MU T LK
(100mg/kg) 2535 Z &Ik o THREEL . ATIEIRES T CTHIERZ UIBE L. (Lo
EHELS T D RV IEREITO . TOMHEOIC3 7T°CTUL TOBRZEFER L
/7. (1) Tyrodei& 3. (2) nominally #EH )V A Tyrode#g 5 7. (3)
0.07mg/ml @ collagenase (Sigma. St. Louis, MO, USA) & 0.09mg/ml ®
protease (Nagase Biochemicals, Tokyo, Japan) % &% nominally #&h )L 2w
LTyrodei® 1 0 40f. (4) BKHHIRAFERIC 1 0 7FRER. OEZBREL. O
BER/NFIHIAEE., DHMRENEREINS X OERLE. OBz IORRE
210um DAF > LV ABD A > 2 THEBLHE., 4°CITREFL .

@5 ALK

(1) Tyrode#® (mmol/L) :NaCl 143, KCl 5.4, CaCl, 1.8, MgCl, 0.5,
NaH,PO, 0.25. HEPES 5. glucose 5.6, pH iZ NaOH T 7.4 IZ3HEi & 17z,
(2) nominally #&#)> A Tyrode#® : kit (1) DWW 5 CaCl, ZEF E£7/R
B TH 5

(3) &K #ifEAFE® (mmol/L) : KOH 70. KCl 40, L-glutamic acid 50.
taurine 20. KH,PO, 20. MgCl, 3. glucose 10, HEPES 10. EGTA 0.5,
pH IZ KOH T 7.4 IZHfi S niz,

(4) test#& (mmol/L) :NaCl 140, CsCl 2. NiCl, 2. BaCl, 1. HEPES
5. Glucose 5.5, MgCl, 1, pHIZNaOH T7.4IZ#& & N7z, KClIL57% 20 mM
EL7z,

(5) pipette # (mmol/L) : NaCl 30. CsOH 100, L-aspartic acid 100,
tetraethylammonium (TEA) (Br) 20. MgCl, 2, MgATP 5. creatine
phosphate (Tris) 5. HEPES 10. EGTA 5. glucose 10. pH ldaspartic
acid T7.4 IZRAG Nz,

HINT I NBRIIENIN T LtestiETHE, BMKREREAN T LF ¥y RIVE
9 %/)NY U AL 2mmol/L @ NiClL, THIf Uz, BAEKEE T NI D LF v
INENTHF R ILABRIZBE O NVICEX>THHILEZ . WU T LER
WM (pipette ¥®) DAY U A% 100mmol/L DOt I AITESRTS Z &,
pipette IIC TEAZAND Z &, S 5ICHIfaIME (testi®) TNV T AZANS Z
L& o THIH U7z, Nat-Ca? ZHERIL teset A D 2mmol/L d NiCl, &
pipette KN ® 10mM D EGTAIZ & » THIHl SNz, NS5 DOEHTEMEILIC
Lo THEUZERII/NE <BRFFREIEEN TH o 7z, Tyrodeik & testi®idwater
jacketiz k> T3 7 °Cic#fF /=, Na™-K' iR > TEBRDIBEKEFELEZFHRS 7=
DITtest N1 8°C &2 8 CITHMIFTEDLDICLT=,



@ Nat-Kt R 7ER (p) OHEIE

EILE Y MOESH BB O whole cell clamp technique & Hamil 5 ®© 5D
Tfrbi/z, pipette @ sealld Tyrode N TTT# 31, whole cell clamp 233 L 7z
%, Tyrode &% test IRICEE L 7=, Ipld-40mV OEEEM D, ramp pulse
protocol THIE . EEL & Ip DR Z R S 229 %2 ramp pulse protocol
(18mV /sec) Zfio7z. BNEEHE T NI TLAF ¥y RIVOERILZE =D
negative ramp (+50 725 -130mV ) ZH W=, testiRICK DHEIEEK T L=,
ouabain I8 test #%& (ouabain 100pmol/L) IXEE LBHWHEEL =, EREFIZ
5kHz® 7 4 )% — %@ Lon-line data acquisition systemZz{#> TCa > Ea1—4% —
(9801RL, NEC, Tokyo, Japan) IZHR&ES N7z,
@=B7ubha—))
A, HIRES (testi®) K& :5. 20 (mmol/L)
B. R (testi®) : 18, 28, 37 (°C)

2. BAMNHFICRITALHBABNEEE T B

BROMIT 12 B W TR EIIRERT AR FRE AT I B ER RN O fr 7% (OBC) RZ2#&5
L7z (OBCIKICK 5BERF) . LHRFEEIR. LHOK ORDAA (KRN
MEBHE) & Nat O (Nat A EBER) 2R L7E
| JOE
MRFBAOMT 44 6] (R2) T, EHER4 9 +45%. F26 /18 ThH-orz,
Q@Y. T ITDIYATLERE

EHOEERBB B REIRES - ESIRAIC I —a— 2B A LE. EEIRRICEE
N a— 5 EHRIMBEREIR ZHEREL TWATF oa— 7 DRPIC 8D = HiEk%
BREL, TS IDEBGLTSHOY IV ERRT S ENTESLLIIT L,
KENRE A 5 OBCEMMIEA SN TV S RIZ, OBCIRIEAFICHEEIRIFAK (CSK)
ZERELL 72,
O fR#E (OBC) WHHAR

OBC#IZIE ABERNICHANBRERE M 5> OB FNMmK & &E®R (Nat:145.3; K':
33.2; Ca?*:2.4; Mg?*:22.6 mmol/L) Z1:1IZES LTSN, FEAERTD
BE1FBEZR1IRT,

#1 IR ERMEE  (mean+ SEM)

Na+ 134.8+0.4 (mmol/L) pH: 7.37+0.01 (unit)
K+: 18.7+0.1 (mmol/L) pCOz  38.4%0.8 (mmHg)
Cl: 134.5+0.4 (mmollL) Hb: 3.5+0.1 (g/dL)
Glu:  204.3+14.0 (mg/dL) SO:: 99.610.1 (%)




@ OBC k¥ 5 5

D REDIEFT Young KR (2 ml/kg) ITX B0, #IEINS 30 I
18°CT15ml/kg DEZ#HE L. H&EIZ34°~36°C D OBC# % 10 ml/kgiFE A L 7=,
@ HIE B & 71
A, RHVIEER AR L AT
RIMEEREIRR MK & SR IRGEE O Hb B, EeFEfafE, [Natl, [KY] Z2HIE L7z,
B. terminally warm OBC ¥ A
OBC & & EriRIRME O Hb 2. EeFEfafnE. [Natl, [KT] 2HIET 5,
OBCHRILH7- 0 DEANEE L K BHRIIUTORICL > TEHT 5,

MEHERE (mlO,/L) =139 ‘Hb - (S5,,.0,-S0,) /100 -10 (a)

OBC ™2 CS™2

44 BHR mmol /L) - (K.~ [K7.) (b)

C. B BENEEL-VDDOK BHE (Ek)
& @, ) &0 b / (@ &> TEk (mmol / ml Oxygen) Z&3KD 3,

E =7.194 - ([K*] OBC [K*] cs) /Hb / (SOBCOZ B Scsoz)

Z T,

Hb: NEZ/OEV#E (g/d). S0, : OBC EE%ZMME (%). SO, : &
BRIARE SRR (%), [K*) . : OBCIKK* Mg (mmol/L). [K*]: &
MR K+ #8EE (mmol/L).

3. LERERERICLIZE

OBCi& (5% : £ 18H) hoORMIRICL D14 O BEHCERIHEE LA
RO EZRHT 5720, UTOF&MHTFTpH, pCO,. [Nat], [K'] Z#IEL 7=,
A. 5% CO, & 95% N, KikIT & B K DIREE
B. 100% CO,KXiz L B KEEHR. & _BbRHKE, 7 F— ADRE
W70k a—ILic BN T O R#ERZ 37°CITR D, WEERT. WREFAS 2. 104,
207 30 TOY T T U,

4. HBROREEHEHULE
EROBEIFEEE + EERETE L, HEHLEIZ. Z#BOEZOREIX
Student t test TOX AT DERBTEEZALOLDDEREELL., BROM LR
HEOBOEDKREIZ., FRETEETH > Z#HMOH T Dunnett's t test T 5%
LTOBREBTEEHELDLBDEERELZ,

ARRIIEERICET 2158 (HABYERFR) ITEDWTITRON,



£2 HNRIEGIOER, . TR, KEIIRE KT

Aortic cross clamp time

Patient Age Sex Procedure .
(min)

1 0 F VSD closure 76

2 0 F VSD closure 88

3 0 M VSD closure 69

4 0 F VSD closure 90

5 1 M VSD closure 35

6 1 F VSD closure 98

7 6 F ASD closure 29

8 15 F ASD closure 23

9 16 F DCRY repair, VSD closure 74
10 27 F ASD closure 29
11 37 M AVR 94
12 38 M MVR (s/pAVR) 117
13 49 M MYV tumor resection 40
14 50 M MVR, TAP 100
15 51 M CABG 113
16 52 M CABG 97
17 54 F MVR (s/p MAZE) 179
18 56 M MVR (s/p MAZE,MVP) 130
19 57 F MEIZ, PDA closure 117
20 57 F MAZE, MVR 140
21 57 M AVR 125
22 61 M AVR 74
23 61 M MAZE, AVR, MVP 214
24 61 M MVR 76
25 62 M CABG 107
26 62 M CABG 97
27 62 F MVR 209
28 63 M CABG 90
29 63 M AVR 158
30 64 M MVP, AVP 148
31 65 M MVR 104
32 68 F MVR 60
33 68 M AVR 104
34 69 M MAZE, AVR 186
35 69 M CABG 99
36 69 F AVR 171
37 70 M Myxoma resection 56
38 71 M MAZE, MVP 175
39 71 M MAZE, MVP 192
40 72 F LA tumor resection 64
41 72 F MAZE, MVP 154
42 72 F AVR 115
43 73 M CABG 82
44 74 F CABG 140
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1. BEELHMIREO/NNY FU T THkERWEER AR ERRA

pipette DEZ#HEHIZ 2.4-4.0 Gohm TH o 7z, test #&AH'37°C, KCl 5 mmol/L
(mEq/L) D% T, ouabain free test #& & ouabain JAf& test IZ BT HBREE
BE{% (I-V relation) ZX 1127”79, ouabain A test K IZ BT 5 [-V relation (B)
Z. ouabain free test #IC BT 3 I-V relation (A) KV KELTHIBHL. H#Hl
FEBER (5005 -130mV ) TEROBLM/NIRI-V relation &7xo 7.
#F D (A-B) I ouabain sensitive current T. Na*-K*f ik > &R GRS EH) .

Ip é‘{l:\.‘a‘o +50mV

\\: mVisec, 0.05Hz
.mv_/\/ +200 pA-
138V 37°C K*=5mEqL — (A)
W subtraction (A)— (B)

M ouabain K*=5mEg/L - (B)

M-WOmV +50mV

-100pA -

K1 : negativeramp (+50 2*% -130 mV) 2 & o THEREE & 417 ouabain free test {0 F T current (A) &
ouabain (100 pmol/L) & f# test# T T current (B). & U subtraction (A-B) T%8 5 M7 ouabain sensitive

current (Na*-K* pump current) o /£ £ : voltage-ramp protocol

A. IpITXT 3 test & [K] DEhE

37°C D&MT, KCl 5 & 20 mmol/L (mEa/L) IZRBF5IpZK2I1T/RT, test
Bo [KY] EEIZHIEEES TIEE 30 mV @ Ip-V relation ® EARAM (LD KE
BAMEFER) &o. E5IZKCl 20 mmol/L (mEq/L) IZHBWT test %
37°C M5 28°C KT &EH 3 & Ip-V relation T FARMLE (K2),

’”“'\:..v,mm R 37°C K*=20mEqL .
wtomy +200pA 1 37°C K*=5mEqL

e W 28°C K+=20 mEqlL

+50mV

-100 pA -
2 :37°C TK=5 & 20 mmol/L. K=20 mmol/L T 37° & 28°C iZ 3|} % ouabain sensitive current (Na*-

K* pump current) o /- L[ : voltage-ramp protocol



B. IpiZxd 3 test IRIBREDZNE

test # KC1 5 mmol/L (mEq/L) O&MH T, -40mV iZB1 53 Ip DIREKGFLEE
FNJz, 18°, 28°, 37°CIZBIF5IpfE (Nat-K* pump current) ZK 312/R9
Ip {3 18°C T 22.741.2, 28°C T 67.743.8, 37°C T114.3+17.2 (pA) T, BEMN
BWIZEEEZRL .

140 1 membrane potential = - 40 mV

K* =5mEqg/lL
120 1 *
=
< 100
2 n=13
3
o 80 1
2 ¢*
+ 60 - n=3 .
+ 3 testi@E (perfusiontemperature) &
[3+]
= 40- IpfE (Na*-K*pump current) R,
. JEE R (membrane potential) =-40mV,
207 n=3 test# [K*] =5mmol/L D5AT, 18°C,
0 28°C, 37°C 2 BT 5 IplE% R, FfEik
18°C 28°C 37°C S ELIERERZE X R L *1dp<0.05 T 18°C
Perfusion temperature CHEEENHDLILERT (n: BRAE),

2. BAOIRNFICBIT2.0HBENRE ST FE
A, BMATICBTZ0HBRBHE S A R

FHMER MR CROAT. EEmEEHTICBIT5EEm (C) LuEF#kE® (CS)
@ [Natl, [K*], B2RfafE (SO2) X 41TRT, [Nat] & [K'] IZBAL TIER
i &EFERAROMICENA S N> 720 ([Nat] 1 £n€ 134.140.8 &
134.640.8 mmol/L. [K*]: £#€# 3.940.2 mmol/L & 3.840.1 mmol/L £6 5
HNS), SOz ICH U TIHE#IRERIIER M LERICENMEZRLZ (EhT
$161.5+4.2% & 100 £ 0%, p<0.05),

[Na*] [K*]
(mmol/L}) (mmol/L)
NS NS
150 1 4.87

140 4.4

4.01 B4 RIAT, KEMHE)PIC

BiFsEEEIM (C) &iEFHRIF
# (CS) ®Na*jREE ([Na]). K
wmE (K1), BEREME (SO2)
BB LTI + B E % TR
(N . #ZA %), NS=not significant

1301
3.61

3.2

1201
110 1
2.8]

1001 2.41

90- 2.0

C CS C CS C CS
N = 14, C: circuit blood, CS: coronary sinus effluent




B. terminally warm OBC#KIZ K 2BERTOLHEBREE E 14 > 8k

OBC ¥ & B#IRIFROEIZHBIT 2 [Nat] BEB XY [KY] L, BENER
(OBCHR ILH7=DICHE) 2770y +55E (K5), BREBEHEEDOY > TIZ
E. XD REFAENat OAmEBE (OHMS D Nat Hi ) &K ORNMEBE (L
ANDOKFDOEDIAHR) DNEBDHHNZ, £/218. CDOBCH (cold OBC) EAHTIZ
BAHEBL M OBHOBEERLLERI BN,

@ terminally warm OBC
O cold OBC

% 101

E o

3 &

;E - - - - -

2 O] ee ®weees @ o weee see

+ IS GROES CRSES e & L X ] eoe .0

g 0- D ¢S S0 0B e o o

- 0 10 20 30 40 50 60

o tﬁ. .

©°© Sosqeees® % g s .

é 2 g-';‘sv.’j:--: P 4.;""--:.-', 5 DR ERILS ) OMEEEE (Vo)

g A e e L oNa] 8% (LB BIU K 8% (TR)

g 61 . O¥AN, IEEEAmERE. AEITAEE

5 9 . BE &R @R LHRER (terminal warm

LR ) OBC) B~ 71, Ol 18°COLHE
¢ 0 % 40 50 &0 %% (cold OBC) JEAHDY ¥ 7L

Vo: (/L)

(positive value = outward; negative value = inward)

OBC# L E##IAROMIcH T 5 [Nat] &z () & [KY] &kx (fitdh) =7
Oy hd2E (M6), KDKRERNa OAREZBEIZRTY > TINFE, KDKRE
RKrOAMEBHERLIZ.

[Na*] difference (mmol/L)

0 2 4 6 8 10
. 0
=~ -
g 2 M Y @ terminally warm OBC
E ! ‘ [ O cold OBC
Q 400 %0 .
o T it 6 :[Nav) B (Be) & (K1) B0 (Rkdh) o
= o HAT, EAESME 2 BB, AN S B
o 8 ) KT, @IFIRCHREN (terminal warm
= ) OBC) FHEGHEOY 7, Ol 18°C DLtk

-10
K (cold OBC) EAHODY T

(positive value = outward; negative value = inward)



OBCi&k & B E# IR (RAICERIME Nz > TIV) OpHZEK 713RT . dE#ik
TR O pH A BRI LHRER D pH X D EWEZR L7z (£NEN 7.1620.02 vs
7.3620.01 unit, p<0.05).,

76 p<0.05

7.5
74
73
721
7.
70
6.91
6.8

pH (unit)

7 LLHRE#ER (OBC) & EBRIAT (CS)
D pHE, BAE I FHMEHIERER = AR T (N
AR o

0BC Cs
N = 44, OBC: oxygenated blood cardioplegia, CS: coronary sinus effluent

C. BABABNEBRED DD T BE

& DIEFNT DWW T OBCHE - B IRFERM D [KY] BE SBRAEEEOBEEME
ERETT A&, r=09L 0 EOMHBEREMNT SN (K8), BAMKANEEH/ZD
OK'BHE (K'BHZIE, Ek) L L THIRERDEZZEH TS &, WHRIEH]
TRTIZDWTEEEk 1 0.095+0.008 mmol/min (0.227-0.019 mmol/min) T
Holz,

Voz (ml Oz/L)
[0 1020 30 40 50 60

=

©

&

S

%

S -6

Q2

5 7 8 1Bl B B U ILD 7 ) OREZT
X, -81 BE (Vo) & [K] BEOME (BERNAES

9/ W% ET), ERLERESA T




R EARERTREEIIE 10817 43 (23-214 %)) TH o7z, EEHNIT DWW TKENR
W CEkDBIfR 2 X 9 1R 9. EKISKREIRERIFR OIER & & BITE T L7z,

0.24 ;
0.20
0.16 ;

0.12 1

mmol/ml Oz)

Ex (

0.04 1

0.00

40 80

120 160

200 240

Aortic cross-clamp time (min)

9 . KEDIRERTEER (Aortic cross-clamp time) & Ek

3. LERERBRCLIZE
A. EEFEOE (6% CO, & 95% N, HKi%)
PHEPCO,MFIFERITRZNZFG T OHRERVMEBRRTRBE I NZHEO

1 VRELEEIITRY, [Nat]l, [KY] EHITHERBEILZRS BN DT,

£3 5%CO, & 95% N, REIZ X B EMREOKE BUEIZFIESEM  *p<0.05vs 0 (n=3)

time (min) 0 5 10 20 30

[Na*] (mmol/L) 134.0+0.6 134.3+0.7 134.3+0.7 134.7+0.3 134.7+0.3
[K*] (mmol/L) 18.9+0.4 18.9+0.4 19.0+0.5 19.1+0.5 19.120.6
SO2 (%) 99.710.2 88.1+3.5% 67.416.3* 34.616.5* 15.5+4.3*
pCO2(mmHg) 39.610.8 41.5%1.6 40.410.6 40.210.6 40.4+0.6
pH (unit) 7.39+0.01 7.3710.02 7.3810.01 7.3910.01 7.3940.01




B. KE&FE. m_BLKFHE,. 7 F— X0HME (100% CO, Rix)

100% CO, K% F TidpH 0% L WE T & pCO, D#E LW ERRH BN, D5
HTLHRERNMEERICRBINZHEEOAMF VRERLEZXR4ITRT ., [Nat]
EO TN TRBBIERRLREERLEN, K] BEBRELEREI AN,

#4  100% CO,RIC & BIKEEE, B BMLRFE. 7Y F-YAD¥
BAEIZFH £SEM  *p<0.05 vs 05 (n=6)

time (min) 0 5 10 20 30

[Na*] (mmol/L) 134.2+1.1 136.3+1.2 136.7+1.2 136.8+1.1*  137.74£1.2*
[K*] (mmol/L) 18.3+0.3 18.4+0.3 18.410.3 18.310.3 18.3+0.3

SO2 (%) 99.0+0.4 83.0£3.9* 59.7+4.4 26.5£3.1* 12.7+1.6*
pCO2(mmHg) 38.1+1.2 372.2445.9*% 532.0+£27.0*% 609.7+£10.2* 634.9+12.4*
pH (unit) 7.4010.02 6.51+0.05* 6.36£0.05* 6.31+0.01* 6.30%£0.01*

%z %

AR TIIREOBFERICEDODHFHEEOANZXLDRNS, NatEKTOBEH)
EERETHOHREEERT Lz, Wb lterminally warm oxygenated
blood cardioplegia (FIREKEERINMKIC X 5 FHER) | &, stfEtEoELE (K
BiofR) . HiE. BIENMEO 3EZETICE2BEERNUTORTFICE > TLA
RBIIKELFETEEEZLND (K10) &
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High K+, Warm, Oxygenated Blood Cardioplegia

High K+ solution
(10 - 30 mmol/L)

Oxygen carrier
(red blood cell)

Warm infusion
(34 -36°C)

sustained .
oxygen consumption increased
[ Tﬁ;":ﬁgaﬁ eﬁﬁggg‘;’}gﬁn} [ (ATP production) J { Na/K pump activity }

inhibition v ¢

contraction and relaxation ion movement }

ADP

1 0 : terminally warm oxygenated blood cardioplegiaDE i 2> & R 7R R HHD 720D 3 &t
ATP = adenosine triphosphate, ADP = adenosine diphosphate
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H1 1 ;BEEEEERESE (A VY &) 14 2 #8), Mit = mitochondria, SR = sarcoplasmic

retuculum. ATP = adenosine triphosphate. ADP = adenosine diphosphate, Cre = creatine. CreP = creatine

phosphate, P = energy dependent ion pump. E = exchanger
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