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[ Abstract]
biosynthesis, plays an important role in glucolipid metabolism. Researches have shown that ACACB is one
of the risk factors for development of diabetes mellitus (DM) and diabetic nephropathy (DN), which were

Acetyl-CoA carboxylase beta (ACACB), a rate limited enzyme to promote fatty acid
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briefly reviewed in this paper.
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T E G 7 R B BB, AE B KA B )RR I AR g
EHEEMEH . BT 2 AR ACACB S
o DR TR ILE S B g (1) R AE A G, IEAE R G T
ACACB 7 2 U0 R SOBE PRI B 3 A I HL I v 1
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—. ACACB M442# 551k

ACACB 78 BRI A b B i (1) £ e A A4
FIEZRTEN, g0 A AR A
IR, TN el A AU QBRI A 5 5k
KARENRIDTRR, 17 0] A B bR A 0t 4% A% I 1 (1)
TR, AN BEAS KNG I B A e NERiR N 1)
B4k, Ik, ACACB J2 g v i B s g .

ACACB & LB AL (ACC) [—HhF]
Yy, 5y — BRI Y LB AR LA
(ACACA) . Hardies B4t 57 & B ACACARE T
17p21, HHX5r 15U E 4265 000, EELERES . I
WE R e, TR A2 R R T R 1
ACACBA T-12p24, #H X} 43 ¥ Jit & 24 275 000,
ACACB =B AT BRI RIE, £F IR I8 4k
LR LR A EIR T NR IR A Ak . 75/ BRI
FEI0 EEAF T R B, 7R NSRRI A A A 2
MLt , #eREHE ZMACACB mRNA. Hf—
TSR AE NRTIE . RS B, LA iR
i 4 43 v R 23k AP AL I ACC,  IF H R I 11
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ACACBLILACACAZ M, A i, #Ri1TACACBTE &
JFME S B R O LR 5 FRAR & AR o A
UIKIER
. ACACB 5} & Z# iUk
WFFE 2 B AW LAAR N BE A AP 38 e, B % 35 6
T AR BRIV F A ACACB B Ak iy Pk 52
WP, TEPE ACACB R/ I 17 R I 4 Ak A 388 n i
JDTAEAR P IR HERR 2R 1T 38 LA 1R i 5 2= 4Kt B
HWEFON R MR 2R ATy, 62 0% 1A
P SR E A BT ACACB i1 & B — Bk g
A (MA) , XM ATP RURBRIEIE, A7 2o)
A, T JE 2 AT AR PR 80 25l A P T AR
BERE 2w, Choi 21T /INFL ACACB JiEH
i, ZWEH WA EORD, SECE LT & A C
(protein kinased, PKCO) FlAFJF A & (4l C
(protein Kinasee, PKCe) 5L A 55k R %, R H,
JoE B 2% M ¥ B 1 i RF B (protein kinase B,
PKB/AKT2) AR aEPEE . b T #Em,  pfd
/NELACACB JE[R, At g i r 484k, BTG s
(36 i, ATTH e T 40 R JFR U 1 5 25 P Rk
XREEAMEE C (PKC) HITEMERE S RS RS
i FBE Z L], DR AT A 6] Jl B 25 1 ek
S5 B VLRI o ) e H 9 B A 0% phtkm]
H1, ACACB ] 5 M JB &% 25 731 S Jik i 3 Uk,
HmnT e 2 BOBH IR R R R
—. ACACB 5} IR B 95
1. ACACB 3 JIg AU 25 AL 1M 52 e Bl PR '
s WF 0 R I T 45 DR T IR IR S A AR 1 B
(AMPK), [ B35 /45 &8 (SREBPs), ik
LA AR FE DT 2R (PPARS), TiR/KALAEY)
SN IuEEE & (ChREBP) fEf#il ACACB &
B TE. (1) AMPK ZEg T 223, L iR
AAE R T ACACB [RITE P, AT I 45 AR M5 1) 25 1k
T B B AU o [ I AMPK 78 155U 1 2 40 i o
ik, SRR, AMPK EiG Y, — BAEHGS,
it AMPK-ACACB-CPT-1 {555 I 12 A VA 1) 42 40 i
WHIERBA, AR A EAH R, (2)
SREBPs: 7 JI5 A 18 =7 [l P 1y 2 e 5 B e
A I} PO AE SRS A FRIE B JEK R 8 1 P-11
o (R 2 [ 1 S Y e E SRE . MHCHTST & W], ACACB
JA BT PRAZ A IR 2 A1 368 C/T (rs16939972) 2>
S SREBPs ik, S 753 B0y Rp gy R B, 6
FHEMEE T, ACACB idid SREBPs (115 {EH 2

5T B /NER R A0 M (385 40 B AR Y4 A
SR P H I = lE S E B 0, I e H AR AL SR
PRI B I R A H M G (3) PPARs: fEJRNG4]
AR 2 BIPENRACH T o AE A, 4ERE 2
Ja L5 A% 52 (1) nephrin 2 1 X532 PPARy [1Jii#5,
H. nephrin 155 PPARy 2 IEAHIG, KL 4N iz
B R M R R, st R E R AR At Bk
B PPARa 1 ELA7 il IR ARSI 1T e S5 00 PR o s 1
YEH, PPARa BTN S We4lNE A & iigis v,
G 05 192 1) TR IR A I A (KL AL, oD I oA 1 0
(RIHERR 22 B R 54, (4) ChREBP: ChREBP A
AT Rt A A A IR I, 9 EL AT LA 3 25 0%
WO RS B M. AWl ACACB &
ChREBP [1J#i%L[K 2 —, ACACB 5 ChREBP i# il
V048] 25 W B e DA I 0 s ) AR ARG TR 4 T, 3 T ik
W PR I 4 A 1,

Murea Z5MI7E s )RR 1/6 )5, RINGEA
B F S an ML s - ACACB B, X
fe it iThrid, gRER: (1) Tih /g L
megalin-cubulin 5 &34 i A M43 i 17 45 & £ 1
W iR, I T 1R B A megalin-cubulin
BEEIRA R, Mt ACACB i bl
HIEFHER . (2) BRI E 521k A F1E
KREEREM LDL 3248 1 725 50 J5 11Ft
ACACB st B n, A4 ie mor g 8
W i HERR TR /N . (3) WFSTIE & B, SREBP-1.
PPARSs L J CHPEBP [1)31A S, ml e, 4l
FAE B i 5 52 ACACB 89 A Jig TR 1 HEAR I
1M R EIEAER « PA_ BN S B I AR 7
PEA G, T ARARIE 2R L AT ik LN AL S0 R B
EVIIC: (D) RS B IR w AL A
TR A IR EE PEANNAE 2 ZROH R« O I 5975
B Ik s FEAE Ak DL K A TR 4 I8 05 P v O 4% o 4
FH, 1 H Tk B N 5 240 (R i 1 1) 8 I B
ANER Y AR YEDORL, ) A 4 100 ) AR 3R A2
(thromboxane A2, TXA2) 40N, SEui LA W45
Erok, AE/NERIE )RR, A B A Lt — 2P 2 A,
BTN ML R -, ATt ZR M0 e 0 /N Bk A AL 1),
(2) IR S BT Re a5 IR R A2
JUEA S ) 7 LR SRR, () I I P A 0 A T A
WAL TR AT . SRS R, W SRR
S NS EE AL ATP A A AL, 3 S EuT
B AR, R, BRI AC I AL S
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HATP ANE, W FECE M RIEHE R, #—Pk
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Lo DRI T P A8 A 1 e i D i B AT P 1 2 5 BOH
PRI I — A AENLEIEY, (3D R S5
RGN ZR A0 S o S A e D e T k-
JESEAR L L Ak podocin AT nephrin [
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