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il CK 7] T filf——fif 51 il &Y CK(brain-type creatine
kinase, B-CK) F13% i £77E B LA CK (ubiquitous
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JIT i B AR A e R R RAA DL ATP BYTE
PEft, i CK/PCr fig 12 2% vl 3R 58 75 i 28 40 if 52
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1 AERHES/ BRI ER RE 22 R

CK 5 PCr I — A EZRE RN RS (K 1)
ZRGES S5EE RIS Y, 8 ATP M= hE
RizZFHREX, KiFExE EZ/ER; R,
FERE B oK = s I S R A i e e i, &
FERSIa] A e s IEAh, CK BIFEAESE PCr Y
15 e IUE 2L RE DL UG A 21 —BE IR R 1T (adenosine
diphosphate, ADP) 4= iy ATP, it ATP (1) 4E i
B, W T REEBNIR K T1, AR
B ) ATP/ADP i, {4 M AERLIAA S RE R R
SR RE K 45 15 DO fig B4,

TEN FP, B-CK il uMtCK 4R A 45 & M Th e .
uMtCK FI R N ATP, K o m RE MR s 75
% Cr, JERL PCr fiy B B M5 . 76 & e 75 oK B
B-CK A /e it PCr Y RE Rt 75, K5 ADP ¥4k
ATP HERE; 1M 7E T R BEATRT, B-CK X 24211
ATP ¥4k ky PCr 1766 RE, JFHEX MR £
A Cr WP B ik M ZRifR, 78 uMtCK B91E
M EB 50 A PCr),

2 AERRHAZITNEERN SN

Cr 2 54Iae Rttt . My, JEA
DA R S SRR FEAN B PN 8 ATPL, 3T4F R
KEWFFT R R, Cr 3 4hnT $2E 512 ol 51 0 5 i 5 s
B 38 N 1 AR B S K U0, SEF Cr
TE B AR B 28 ST 0 BT ELA w2 R VR F D
HRX ph 22 RGeS AR SR RRE, S8 Cr 3 Abek
LNFIIREC BRI SE Z —

21 IREEZ SINMIIRERRG TS,
Cr ] il i PR RN PR & AR , BEA LR A 26

J5 R R e R R A A ZH SO U A T A
UERE, WAL Cr A RURBCE A E 4%, W]
SRR A FEAIMERE MY, 1) &4 Cr &R
RPN, H 2 R T % 74 i (arginineglycine
aminidino transferase, AGAT) FIAKJE 2 /2 B KL fk
#1if (guanidinoacetate methyl transferase, GAMT);

4 AL @f e h
T “ ATP ATP
PC[" ADP AD[)

iR iah5
ATP/ADP L% ATP‘("H’%E/

W A

\ﬁf{f@imﬁ‘f{

1 SRAVBR S/ AER AN B BE B 48 R

2) HA AGAT 5 GAMT, 5% Cr #4151k (creatine
transporter, CrT) SLC6A8 Phll; 3) N&H L&
R, ELA AR T CrT fe M YA Ath 20 iy 7= A=
1) Cr; 4) BAILME MR EA, WA Cr.

AGAT I GAMT ikt Z 4 & & ik Cr 45 b
it WG CrKFREAIG, RMBEFRZ ., /IR
BEANE S RSN RER M, H GAMT 6t = i
HAMNIGIRERIME AGAT = B IN™H, X2
T 6= GAMT 238 hinph 2 2t R AT FRLEE 12131

CrT & & ¥ Cr ML WA BF 43 e B A 2L i
YEH, CrT iy 228 i 4 M $ B Cr 1 fig Jg ke 2k U4,
Hautman %5 U5 & 31 CrT M /N BRI K Cr 7K S F&
fik, 7E Morris /KK SEg0 b, B SRR T4
BT 5 B TR ZE K, 487 CrT e/ BRI — 2
)43 [8] 27 > FIICZ R FE 5 Baroncelli 55 U6 % Bl 7E
BT SE s, GRS CrT S5 D Rk i) e
PE/INERXT BB PR RIS IZRE 1 IR, IF AR Y3
T 2B e o G PR 5Tt & 81 CrT 6k = 5F 8 3
FETEFE R IIER | 15 DR S5 D g e ds
MG RZRBLUT, CrT Pifig 2 il R Erh X pf 22 R 40
INHIT BE B A5 B HLE FTRE QN R = Bk Cr ZKF- 1
R, i CAT X 48 T 58 fil A O B LK
R EWD, HITH y- &5 TR (y-aminobutyric
acid, GABA) fil Tau I, HBE2=ici2
A8 71 2 BRI D e g 18200,
2.2 WIRSEANSIANMIRERE  Turner 55 ¢ A& 3
WA FE Crig ML KRG Cr KF, T2t
AR B bR B R W %A b, SR ™ A
SIEFEE I TREMRRRE ., i, 45 trh
& Cr v DAk HoAHIZRE Y, Shen #1 Goldberg!?!!
RIURIMIFE Cr AT SEGAIL S T I 20 I &
WAk, R T4 Fr b 2 0 45 A D) BE 1Y) 58 B
Mao 55 P 5 s, #hFE Cr Al LAEE mTORCI
{55 (mTORCI {5 5@ B 7E27 ) ICA L i i A v k4%
A AT ARG g bR [ 58 il )5 B 1 PSD-95,
i — MG K ERUAR 285 5 1Y 25 e 2 sl
TR

KMo R, #878 Cr X R 1R A
—E M ECEAEH . 1) BT R KT ERE (Alzheimer’s
disease, AD): Brewer Fll Wallimann>* & 3{L¥E JC Ifil
HEEFRMM TR, AN Cr nlRR A 2R S B-UE
IR (B-amyloid, AP) WURUXHE D4 2 0 Y 2
P, HAP R ZREM AP IS ™ H 2 AT
fie. 76 AD BERU/NERHY, #hFE Cr3fhn 1 B
BN TC 2 A R I RR AL (FE 2= 2 Rg Az R
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AL FE R B 92 % T NF-xB #0551 (NF-xB
520 S i DI RE B VIAHOC) . CaMK T (18]
VCAZTE B 75 1 8 11 J5T) AT PSD-95 1 3R K K-,
FH T AR BT TEfT A b, #hFE Cr e/
UK F g, SaE I B 45, s
#hFE Cr AT LA /MR AS 2R ) W, 2) =k
#% ¥F N (Huntington’s disease, HD): HD J&—F
VIR R CR N R Bt W (3 R e g B
Huntingtin 3 75 Huntingtin 25 [ 20 #h 2818 17 P 5
A, RERIAZHEML IO, HIOEA
MRS . #MFE Cr A T ANMRE S 4, BG4It
LB MINEE, MiAYTY HD $24E T 3¢ 58 291,
3) MARAE : Pazini 55 POV Cr 3 #h AT DL i B ot
T 0 R A 2 /) B P 7 T T A0 DX A X 28 56 4)
5, JRTE—E R o/ R 1 45 FA A
ife . 4) 2 KM ALAE (multiple sclerosis, MS):
MS DL . 5 o A8 R 28 48 P SR RRAE BT
HRRK P 2 2R 90 I A A0 0 ol A7 AE A I D) RE 32
P28, S R TE L BE A B T, B RS Y
FIERL, AT s /N R 25 e 2. 7, i
#MFE Cr A7 Bl T35 /0 58 i o 40 M 1) bR Ty fi )
P /0 58 e B AN M I A735 , AT i MIS 19 B
FHERL, WXETR TANE Cr i3)7 MS Ayl 29200,
3 AEREESSHAZITIRE RIS M

FEEF A RN AR, B-CK eI 5 | 2
JEBRAL /)N UKL 4 B2 A R s i Rk KO
FAE 20 42 60 4FUA 90 & B uMtCK i # 5
B-CK $:355, X PR CK VR & 335 T /M ik i
KJZ AU KA BN | T T S0 1R A 4 it B,
M2 TTTH B R ATP R4EFF IR AN AL . 40 g
) Ca> il . MR T. . AIENGES R4
HizfT . BRI a5, B-CK fil uMtCK 53X
SO B UG . R ANA/KF |, B-CK if
55 fish B0 0 R 2 ik o S A T BE IR 45 %

Jost % B2 % 3 B-CK 3 PR Bt 5% 114 /N BU7E ¥
B HEL YR BT MR, LA IR, 2Tl
2 ) NG ) M S5 AT R 7 TR B I e R
7~ T B-CK fENFIDI g h B ZEAEH ; Streijger
4 B3 N e = B-CK il uMtCK 3 [F 2 1k 1 L AE /)N
B (CK MR /INR) HEFTIE 22500, R 3 CK W
s 53% /I B ik o 0 Uk /D AR AR R AR N, AT
AT N Z AN ZS B2 S BE ) R E 2, R
P B AR Y SIS S RN S R S S O, X S IR
LB = B-CK Fl (B))uMtCK, &A% T M4FE /N L
R 1) 2 il ] 265 7 %o DA 35 3 AH S Bk R A%

Briones 45 34 & SAN 514 i 2 43 £ & B-CK /K-
i, higs K R0 T 4 R A AE AR N T
AEMmEiT . 734h, uMtCK 5 i 1 4 208 332 7 1l
[vi) V85 7 T 2 ) SEAZ I BE IR Rl 28 FR A
TER MBI R R R, 5%
2 EAC VAR B30 DU AR AR T ] 4 2
/R T B= B-CK Al (B)uMtCK 1] fES N EITIAE
4 PERHESS HEIRITHRR

PR AT S A T (3R) a1
PR IrE, DTSR Bl R T Re s o 32
FEIE, B-CK i MRS M 2R A T vh i 4T
PRz —. LR BILFMEA CK S s
AT .
4.1  FURRIEEERE  EEBRAEMIRER, B-CK
J&= AD N FEF AR 2 —, AD AL
H B-CK TG I BRI, R AD BH kP
SE AR RS Z B L, RN, phzeoo
gt At o & AEME BT, Hernandez 5558
K Tau 115 B-CK 254 1l LA E I BE AR5,
FERh o is ok R R E CHEAE T, i AD SN
i N B-CK # &AL, Tau #1115 B-CK 454,
AT AD HBE I AR 2 TSz, 2F >0 ic A2
KN T fig ) PR . Fahanik-Babaei 55 B & 3
25T AD LRI B B AT LA AR IR D CAL IX
AN IORET . AR A N A D R N | B
23 [AHEAZ A AR 5 S A NI D) R . Farid 45 4O
HE—20 B B-CK i 7 LB AY L A, 3
P EL B AT DA 2E S I e B AR N KM, 45 & T 0
B-CK, MIfifieiksf2e ez b o K, o
AD RN BN AITRE, 2 B-CK # il 51)
SRS EAA S h s A g AR K
42 ZIEIAEEIEG  GABA [E 5 Wik
257 HD &KL RE, GABA fEfh 2 o) YIhE
FEAR KRR L b e T 85 R GR AL i ok B, O
T %37 Na*-K -2C1U A %38 (R M AL B P [R) 5 32
-2 4H], T Na™-K-2CIES s iR s 4k
BRI R 552 B -2 1976 1 32 31 B-CK 0 JE 45 11,
Ju 45 21 J P RE & 2 A & HD ) — > 5 2 80U
£, % B-CK fEN I =468 75 HD A kit
P UIASE, Lin 44 & 278 (%) Huntingtin JE [
il T B-CK 3L H A sh FIoThsg, 45 HD /N EUK
W B-CK Fik/K V- EREAL, 51RMEREES
FRERCAE , TS ES HD A C 1Y #l 2 o0 o BE
B, T P YR N B-CK A F kB R 4 5E Cr AT
B 30 FaRe s, X 47R T B-CK 78 HD Aoiid
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T () E A
43  ZRVEMAEAE  NAIFERT R MS B AR L
MYREIR Z — AT e LR ARSI AT AT — A i B 1441,
MS BFRN B-CK ACEREK, F80T K H B
1) PCr QI BERS , fHAZBRAEMERS I, —J7 Tk
S IANDIRE B VIAH G, 55— A ARk
TR 25 G 350D 5 15 Jo 240 Jf 1 M A R 2R Ak, 3F
— R I D BE U549, Shen %5 47 & Bl B-CK E.
AYERHE S P 2, & T B-CK 5#8
B A A Rk, 0 B-CK mIAE SHEM LA 53
FREX R . Wang 55 18 BB 2-( 2- 2R3 WM it 5 2- K
MEIRAE R KRS, 5 B-CK 456 HA KR
FR P, AR 2-( 2- I IR g T L ) 2- DK R b I
MS BB/, AT LA 5% B-CK Al CaATP i A9 {
PEIFRRARES B ORI TE 1, AR I i pl 20T
4.4  HAPRZIBITHEGRN TR SO W), LS
AR PO RIS A 1 DR 1 I et %)
G HAM MR TSR, B-CK P& A (5k) &
EPFEAN R EE (RS . Xu 55 53 281 PD (8%
AP uMCK K- & FEAIK, uMtCK TFPE 514 4%
CRAIEM R R R ARG

e FIRRZIBR TSR, CKOG TR (30 &
R s E S N E Y O R R s Y S B
s ik 1) BIL ] 3 S PE SO0 B 28 T 8 RN Al 28 1R B
AL RAGATIEAYE . MRNES RERE T, M
L YERERE AL . RSO R R 1 R R 1Y
S, 2PE CK OB IR MRS I CK AT LARA S ek
EIYIIAFITIRE, XHRLA CK R SRR %
NI REREAS 25 ) AT AT, A2 R de it T
BT S
5 FeBYAER AEE AN L% f (AR BR MBS AV X B FNEL 2

Lenz 4 B4 [ si-RNA U 2k 40 g N B-CK Hl
uMtCK 2 K 1y R ik, A BAH L F L3R B-CK 3
A, YR uMtCK 3 R Je 2o PR A A i 2 4 %
FAA, X —WFRUESE T uMtCK 7E 4 +5 R 1Y)
ATP- ADP fi§ & 32 # IS 8 Lot 1A i F1 i 1o )
WAVEH, 8T uMtCK AMU B 5 TRERZwh &

gr, W T LRSS F AT RE

HWFFEXF B-CK-, uMtCKFI XL EL R ) CK-
ANERHEATSESS, A S EFAERIAA L, ik PCr K P
1E B-CK™ 8, uMtCK /N o i #2481k, T7E CK ™
/NEUR B B R AL, #8278 B-CK Fl uMtCK #£ PCr
R b B B R R B, phAh, SR R
uMtCK/MRA B R A Z R KT, B-CK/NRIY
MON-C R AR (NAA) FILEE KA, xde
75 uMtCK XA HIZ BE B 5% 0 ] BE -5 A8 1 23 R 1Y
HERA I, T B-CK WEH W BE S dERFrh £ oot/
DIRESEHENE | PUAR LR JAEA O 6581,

Meyer 45 57 %% B uMtCK 7] DLya 20 P i 112 42
b, WP IETEERIE R, H A Cr A HiA L rfE
. A8 Cr $ A 0 & 35 2 7 2 0TS uMtCK
AFH, 24 uMtCK ZhfgIent, MR CK n L
AL FPERIC , AR SERE Cr BEFR 1L A1 ADP 1
FEA L X R R uMtCK R LR Y AR AR N O R,
{BAE Pl 23R AT M PRI B-CK /K- 1T B8 B8 Jin
BEX.

B-CK F1 uMtCK £ K (1) 437 F A 0 T B
S P HLE A 2 F 2 b, WA —E X
e MR 1,
6 4HiE

KRG CK/PCr &SR HA R REA B
SR, ML 3 P R SRR ) RE RN 40 i RE
R, T H B-CK Fl uMtCK 7] REFE7E 3 A B R &k
Mo AT, B-CK ZELRFFA 2 ol 28 R 5L 11
IERIEE . dEFp &g i moaem e 5t Tk
PEEE RN, M uMtCK 7] #5717 T 520
LRI B

B A 25 1 e RS 5N AR R R
PRI HEIR I KRR EE AT, Bk EN
AR I I T e A A KUK, IRk, Sk EE
A T IR YT ORI fig B A 1Y 24 30 A JE BE
BEA: R BFFY 2] CK/PCr RE R 28 th RS 5
NI RE B A el s 25 DIAH G, X5 T XA
Ty B B fig s B A BEAL A A IAIR, Wi m DL Cr 2k

=1 KPR BN B R RN Sk (A R BR S ER Y (X AU AKX F

B-CK uMiCK Al
T2 N R e Ty R e T e
s CRRIRARASRRTANT G ARULTRIOMATT SRRV DKL 5 TR R
T A Ak Wi s
s EB-CRAMICK IS UL 1 B, 25 1272 R Pt
ML s o RS 0 it s
BE B-CKAMICKAEPCrA 1/ BRI SuMCKIDEBR ST, B-CRATLLAMRE R BT,
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