TR EAE R - EihiS A BRI
MR (adenosine
ate * ATP) 7K — BEEEIRE
psine diphosphate * ADP) - H&REETEK
Lo fF—SUE[HY ATP 7K R ADP Hf AT R
gl HIRE B
ATP + 7k — ADP + Pi + E (BEE)
"-mm%%wﬁﬁﬁw'ﬁmmw
Jﬁ?ﬁ%@% ifil ATP BYE IR -
LA AT BGERY ATP B EAEF] AR B
|ZUEENE » ATP B F R ERY
Bk R HRES T RER
BT SeiEHETINY ATP B LI AR
rils) AOFEALER (thick myofilament )
ATP FisEHF » FHIFILLRTFEAY ATP B2
EHIHLES (creatine) FESTE—iE o
P+ A% (C) — BHEEHLEE (Cp) + ADP
PR 1L IRF - BEERAER MRS ¢ fEE
» Bl Ibk S P S e HE AT -
\DP + BMEALEE (Cp) — ATP + LB (C)
uchi T. % A (1995) ifF7e4aH » HILA

— il 5

AHMAEEN 89 8 H

NG 35 Sy NP i S TPk 7 S

BRAEIR ~ HBAT SR -HWBR

ka5 ( creatine kinase » CK) &g
1R (Cp) #1ADP & ATP » FLFFFR
SR ATP MU RERAYACIR - [EIRF Ca2*
e A4 3 B HE BRI’ A B
B IR IR{E ¢ 794 ATP B Ca2t 18K
fE - #F5 ATP FTTREVBER B SEM R HENI
& HiEE S =EFE HEERAPER » B
MR (E F ( glycolysis ) ~ 5238 ZUER (krebs cycle )
RIB RIS ISR (citric acid cycle) FIE L
iR {5 (oxidation phosphorylation) ° M
il E R — - FERIE R o R — o TRIR
i (pyruvic acid) - AGHS43FHY NAD +
HRE R NADH + H +EEERE AR EER

HARH — Skl - BEPIEE ST
ATP » E£MNSFHIATP » BE 41
ATP - ifif NADH FifSEIHYRER - 7ES (Ll
L fEEE S - RSB ALEGHES
4 ATP - FEASRIED - BERE(ERELENA
Bl € 7Eh7 #5388 (mitochondria) #&ELZ
Riidhs A (acetyl CoA) » WifltE—arFHY—
Sl - & FERERIFIL » AEEREGR
RSB (acetic acid * LA) RE®RFELAT
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— fi% 5 ik

AWRERNL-- A8 48 H

G-6-P === Pyruvic acid —- Acetyl CoA
1!5
‘”5 Citric acid cycle
+
Lactic ac:d =—= Encrgy + H,O + CO,

Creatine phosphate Energy+ Pi + Creatine

Creatmekly
ATP = ADP + Pi + Energy
ATPase /
Muscle contraction

WEUAEB A B S E R LB EEHERY - [F)
i LA At 8 038 {8 Y T 3 UL P9
(rhabdomyolysis ) 11 o i B AR 524
Ft o Lefebvre A (1996 ) 32 &M B S
(creatine kinase » CK) i 2B BRAZ 6
EHE R » BRI CK By R
(clearance » Cl) ~ 4= @A =R (bioavalability )
FI#R T T (arca under curve » AUC) %=
EE) 22 0 JEHIIAZENE - HiF
AREFEHBEE - AMERAL -

R ER

RS (creatine kinase * CK) 284k
B R) —FEEERKSE (two peptide
chain) » FEAERSCGHL ~ BEEAL - A8 - il -
BEREFIEGE 5 B AU KT #5788 (mitochondria)
b BERAREEIIEE - TMEREREHIRE R
fitt Cenergy flux) » $BHATFEMME L EEE
(congestive heart failure * CHF) B9%5 AGEEL
P58 FHIFEE (calcium homeostasis ) YEFH
(De Sousa,1999) - HATEHMEE CK £ =FERFzh

Fis R BLALZ M AURD B AU &1 SRR
féM§ (dimeric isozymes ) FifK - (RS
[l » AIREREMABRIRY 4 (L TE » #8455 CK [
fig o FFHANRARBR P92 CKI (BB) » {0l
FEERCK2 (MB) » B#ALPEERCK
(MM ) » =7 FzhE T #HEH
(electrophoresis ) FI@#fi% ( chromatography) 4
B - MM CK AYIEHEES » 5 : 0~ 661 - U
AL 0~41-U/L 0 1~55%: Bh
A LS5 » 1BREAPY ¢ 3% » 55 AR5 ¢
5154 o IEH AR MB S2AEH R (54Ech CK g
B89 2% - EFHEFBOUIAEZE (myocardial
infarction * AMI) fE3ER MB SASHEA =R 4.5
20% - FIRBIEHAERY 10 f% -

2 CK {ERaOME

B /72 Bl R A B SR AR B 40 T A
S BRI - (H20 FHFEES b EE
WRHHIGER » A TTIREERERE (en
barrier) » SPEMBRERELT « E4>T-H A
B HELRES NS> TRl S SR AT
EHESE NS R R - L2 » FLEEIR DTl
REREY I AT R RE R i [ HE R -
YN ST PSR T 0 BRAS T kA » &9
AT AR P O (b 22 2 FE AR 3% 5 RO fk (g
HESRA IR - [FEETAME RS - 1t
BRI 5> F 184 | e BhAE 5 55 AR
KEHE (energy barrier) LUGHETTRME » MBS
LARENTER S FEAERA E RERE R LAE » (actives
nergy ) (53 5 R ESEUEE R IFEF (energy
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) o HEFIRF T 6 © BReREE(LlE
-base catalysis) ~ BHEROILIZEEHIHE(L
idoxal phosphate catalysis ) DAR S8
{EfER (metal ion catalysis) ©

RHRRYIE(L1E A

H B e e i e e 7 FI S
il BN B E YRS & B AR (LRE S
IEHR - R ERATE S AN
WIE » FEIR S EEY pH (EFS 5.0
00 KT ECR(EAY pH AT & {6 B 4 i

e T
oy = m
- °

AL BERORE (LA A

1% #% ( pyridoxal phosphate ) HEEHE
R EETE L Schiff base R
MY e K F iR 2 FiEis
» RIS A VE I

' BB FAYE{E(ER (Metal ion
ata lysis)

T T HERH o Fl m BARTE AL
{electrophlles ) EHEE TR
oph ' N AEfEE T RGBT
es ) BURIA G B HIZFHITER]
rEAE ke - SRR E
#) (chelate products) * ERTFFH]
/AL FRIESEN S H ST
R (M) ~ B (S) H
HEERAZLL 1 ¢ 1 0 1 BIEEBIRS AR =TT

ansamination )

— i 5 il

AYMFEMANI89 8 1

HEHE  EEAIUERE
B B B K& 5 (simple metal-bridge complex
Enz-M- S)
B4 BEE AT (cyclic metal-bridge complex
En<—~}\/l )
S
B S (enzyme-bridge complex » M-Enz-S)
HEEBESH (substrate-bridge complex * Enz-S-
M) AEEESES (CK) B (Mn) R
HIEGHE ARSI R EEH - HE
BanT -
ADP — Mn

Creatine kinase

Creatine

EHREEHE AT ADP # ATP BUfES -
[ FEE H ARAETT - HAEFIBRES R S0l ATP Y
RELEBRTEHIKD T REEE A
BB =EE DTSR R IE
ATP4 — + M(H,0)6 — ATP — M(H,0); 2~
= 3(H20)
ATP — M(H,0), 2
M(H,0), 2~

£2  CK BUBRIRRE

AT FERHRERT T » BrETE
Fm o BE M SRS MR A B R
RITHE » CK2—TAR LA ERESIm A s
o ERGEAENA ~ Ok~ RIS - =58
HETHEEIATRES [ LERHY_EF- - R

— + Enz = Enz— ATP—
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AYREEN- AR89 8 H

PR _ERIE CK HY9E M 7] R B L
AR s 38 5 A B T RE

— ~ W&

iR BRI ER A RE - 8
Fa AU Y ZEMEAE (infanti le muscular atrophy)
S RMENASTE T BAE(congenital muscular
dystrophy) ~ A/LAIEEE (rhabdomyolysis) -~ i
TN ARE « 8 MEATK (polymyositis )
AT BB R (myoglobinuria) ~ #ZU Bk AR
BREBIFTIE RS ILARSS -

T~ IDALE

BEEAYOI2E (myocarditis) ~ Lo A/FEZE
(myocardial infarction * AMI) » BRI A
RE K9 (chest pain) FF » FES 6/ \EFigEE—
R v #2431 30 7)\BF(Hetland, 1996) -

= haiwE

18R (chronic psychosis) ~ ks
" (acute psychosis) -~ PaJ%&ysBR K5 R
(alzheimer's dementia) ~ f&ER#EHF (brain
damage) ~ =MEHE (acute stroke) ~ T #lk
REHHIM (subarachnoid hemorrhage ) ~ HAHAR
418 (CNS trauma ) ~ 3B (multiple
neuritis) ~ BEZMENEHEZE (cerebral infarction)
& MBS (acute alcoholism) 5 -

{h ~ #55m
I3 CK HOTEPER B 2 08 B i

545 > Lefebvre HP. %A (1993) LAGFHI
EaEhvy » ERDGEES (intravenous bolus
iv.) =78 CK BB 1. # CK 2. fEH1AZENGE
Hf CK 3. S B CK » B CKAE
ATMENLAEEE - Volfinger LZEA (1994)
BB ZE S8 > LA 200m/min HE S
B15 ~ 30160 AH » FHLEFEIES
Frg [ REET L5 35 v LB WS » {EAEAL
(myolysis) FIIEHLT » CK G GFHE:
N ETEEEE R - SRR
Bl Ehck  BIGEER  1HEEHETFET
BRI » TAE s F e mhal|
ERGETHILASGE - Aktas M. A
DiszilE B aRAL CK & &8 ik »
A1 (intramuscular injection * i.m. ) EARIGS
RAEEE - %9 2 /N HIE CK Ry eialE
24 /NFF R AE M CK BRI » HEhh2E
Al AR A ALAEEE - Toutain PL.
(1995) LG RMFFEA SR » im. (5
il phenylbutazone (PBZ ) #5355k
MRS N » B i HER7E 30-60:
B 0 AR 24-48 /NEFARIS M B 22 PR HI(E
Lefebvre HP. 25 A (1996) LABEh#a8Es » Sl
o CKHYHE SR (clearance » C1) ~ Z:Hw[FEA
( bioavalability )FIHHER T HifE( area under
AUC) F=fEg 1228 - RKHEENLA
B {RAZEGHRER - aJLUTFIA
Q=Clx 25 x M :

Q : A E & (destroyed muscle equivalen
Cl : CK #yHH# (clearance ) '
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AHEFTFHE (bioavalability )

1 CK # & (CK content in the in-
d muscle)

WIS LA E » BT ETF
Halll Jz T A= R 4 0 (R CK &R
rhabdomyolysis ) B UAHHEIEEEE 1)
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