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[ Abstract] BRAP ( BRCAl associated protein) is one of BRCA1 ( Breast cancer
suppressor protein) associated cytoplasmic proteins. BRAP gene has been found to be
associated with the risk of some cancers, and the associations between BRAP and
cardiovascular diseases and metabolic syndrome is gradually attracting much attention.
However, the explicit mechanisms involved remain to be fully elucidated. We reviewed
the association between BRAP gene and cardiovascular diseases and metabolic
syndromes and the biologic mechanisms in the regulation of metabolism, hoping to

provide clues on our future researches.
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FETHL A 41% Y . RS A R ~ L E.L
MAEfER N REMEANRE, LG LB F N
FEIRERILZEE, LIMEGRE R FEG
FEAL B AR 55 L 25 R I WE 32 4 R IR S
2001 FERERMEE S AEERER N 16.5% , Tk
ST E TR 0 A e AR
Get2RER SRR FEHSENE
ZRP59R . BRAP(BRCA1 associated protein ) &2 %L if
i 5 B Bt [ BRCA1 ( breast cancer suppressor
protein ) [ —F A C AR & B, HAEFH FE&H
FiH 5 BRCAL By {55 Bk"”', BRAP St i F
1224 e A X I, &/ 12 M7, REKE
Y5705 43.8 kb Y B AIHIBFSE K B, BRAP %N
ZAMES MR 5 B A 5, T4 BRAP R 23
NN e = N Y o S L
BB , SEAER & B BRAP SE IR 5.0 %
MELIRH R EWA R, AL FEMNEFRA R
BRAP FLR 22751 55 0 i I 78 95 s AR AR 25 5 11
RIS LA K RT REAE RAAILAR J5 T IR 58 LR AE —

1 BRAP BES M50 B & R
A% R

BRAP F:FRALAE I A B & B 5 0 1L 5=
WE R FEMEES., TRMNESTER
rs11066001 F1 rs3782886 WML ., rs3782886 42
BDAT-CO)MTFESHE T, B TR R, £
EALREMDUR AR RAZ N 14.8% , FEH A KR
T H A ARER AR Ry 23. 9% |, 1 7 AL JLER
FIPERK A9 22 E A Ath M R R EE L Je H R B
HASEE AR R RAEE, 811066001 £
(T-C) M F5 3 Wa+ ., EAL s BDUR A B
MHAR R A AR T &0 5 H 1 50R N
83.3% ,C A3 F AR N 16. 7% , 78 Ho A ff
HERFERE R ZI R, rs11066001 FI 1s3782886
HIRAE BARA SR Z LR T 5, H T ge Xt 3L A
A " . X4R T BRAP E R X
O WUBE AT O I A 9 B AR 35 e i s e 2 28
T AT

2008 4 ,Ozaki 281" 75 H 45 A B (2475 #1%%
12778 %t B shiz 1 T HE R - I sCE
VEF Jr i, % B BRAP 3£ 1s11066001 {37 55 i
rs3782886 fiL i1 5 0 HLIEFE B & A& F K,
rs11066001 T 254y 2 [ F0 rs3782886 T 25 3£ [H
S AR FE R, 34 FILARE A6 1) 22 955 U , OR B 43
A 1.48(95% CI:1.36 ~1.61) F11.42(95% CI .
1.31 ~1.54) , X 250750 — HAS AHE (862 1
T 1113 %t B ) F0 & 7 A HE (349 4l 99 4] Al
994 Gl Xt BR) H AR B W iE, XEEHKRHFE AN
BRAP FE[R 5 .0 i I %2 95 1 22 98 RV A £E R
B, BT ,Hinohara 251" 7E P A< Fiish B A B 3R
FRIRBIXT BRAFSE (1480 Flpg 0 F 2115 %4 BR) [7]
R B BRAP rs11066001 £ 5 7 38 i 4R 30 ik 5
SRH R (OR fHH 1. 65,95% CI. 1. 48 ~
1.85),2011 4 £ & & A B+ % #, BRAP
rs11066001 58 — B35 %1 ( ankle-brachial index )
K. B - BHE R —FHER A RSN Zh g
SRR, BIIZB 5 78 BRAP B st %
Gy I 5 5 JE B KO R 8 & KU AR 6T
2012 48 B A AN FHE 5T et AR 3l Rk ok A A Ak 4 O i
973 111 45 PR AR S HEIF 9T ( GWAS) @ i % 806 4]
9 (90 1337 % HE P 4 DR AL , i 1 o 0
AR B ik A5 #1884k 1 0 IR & 8 KU i) BRAP
rs11066001 Fl rs3782886 ZEfr LM , BhJE 9386 i
FYRAE A B IE B UESE T 53X P18 b S 58 R 7
AU BRAP EFE XU LB M ME R E &
BN, ME A EO S GRNRESNE
PEE Z MR I ER G 5 BRAP B 1815 5 )2&
PEEIE R BB ET 2 B L 1E, 2013 4F Wu 1 7E
1190 s B B op (L AR 45 A A B 299
%) % M BRAP rs11066001 C Z& {7 & A fn
rs3782886 C SFALEFE ML SRR B,
WL B B A B 5 & 18 & 9 RIS (CHE
rs11066001 f¥] OR fH Jy 0. 70, 95% CI. 0. 51 ~
0.96;rs3782886 [¥] OR &k 0. 69,95% CI.0. 50 ~
0.94) 255 L EBFSE 45 R, — A BRAP B: R
I rs11066001 FI rs3782886 137 5 5 .0 figi 1M 45 B %5
AR G IE M RIR AR, B A AT PLIEH
R ER



. 604 - WL KFFM(EFA) Journal of Zhejiang University ( Medical Sciences )

2 BRAP BRI CHHE T ol #ERIIE HHLH

2.1 BRAP HEXEHER KRN

BRAP BT ig A R — MR EH R, =
TR 2 1 FU R 5 AL BRCAL-1 W% 5%
%, % BRCAL-1 {ygikr= g™ . — B HF%
I, BRAP 38 535 522 Wi 40 Bfa 8 S0 4 1 30) p21 A%
SENLG SR AR A M L. p21 FEH A
Ji J1 3 I 8% P 9% 6 31 7457 ( eyelin-dependent
kinase inhibitor) ZZE P M EE — R, Y40 R Z 3]
SO F R T AR, p21 XoF 40 # A 4 R
R AEMFRIVER, AT 56 B KB E SR 5 —
FhEEAIME A RBITT R R  hpAIA
HhEER YR I, p21 F1 BRAP W& A EIEMWIER,
p2l M ENF5 B S BRAP KRILIRES & , p21
5 BRAP JLRE RSG5, p21 TRAAMIR P 3RIK,
BRAP ik FiEJE, p21 HRFBWEZ A E
A, TR B T A 4T f 47 o4k
2.2 BRAP E:AXH 22513

Matheny %" %3l BRAP S5 [ 7] LABHL 5 £
SHNE S %S, 2 Raf-MEK-ERK ( Raf-mitogen-
activated protein kinase-exiracellular signal regulated
kinase ) {5 5 i P& b (¥ 8 {H 14 75 8% . Raf-MEK-
ERK ZOHMRAE LN FESHIREZ &%
T AN AT AR T 40 M 1y 2 IE R AR TR L B
TE 220 A AR HE 8 DA BB ) R AL R
HEEFTERERA™, Ras & HRE Ral-MEK-ERK
fFo @ LR — R/ MERE D, 2 ras TALE K
=g, A WA GTP fidENs L& GDP
PIR M4, I LR PR S5 4 1 52 B M L 5%
o, N5 5 5 St B R P LR,
Ras {22 2| 2050 FLE R # R, BRAP JL [
BRI L A% Ras SN 557 (KSR) 45461 1
e AR 73 24 RS AL 2R 1 VB8 ( mitogen-activated
protein kinase, MAPK) {55, MAPK ¥ E§ /L (5
S BA RIS AR K e R
PR RN AR S BT R I,
BRAP E:[® 3F & XF IMP Fii Ras B /E F #h Raf-
MEK-ERK [¥){5- 5@ B1ER, 2 CD4 " T 41 i 11
vy THRE W,
2.3 BRAP FE:[AXRAE I BE I 50

Liao %I BF5Y T BRAP 5 [ % 4% fF 8 % )
#Wi, BRAP F K] #% A ¥~ kB (nuclear factor

kappa-light-chain-enhancer of activated B cells, NF-
kB) SR P R R B Tl NF-«B &4
BER . NF-«B il BT, NF-xB SRR T LIE
2 FhEIEESS B 1R T RO, JF A B4 i
B, 5 HEE ARG R H iR E %%,
W R, BRAP B[N 38 5 NF-«B i % IKK
&5 /A s (NFKBIB) 3% R 3 2 40 A 560,
NFKBIB(IkBB) # =E/ER S NF-«B % E
£z, AL AR B 5 DNA W44, H DUAEE L
MTERAFE T AR 1 % A R S B3
Zit—2BAEH] T BRAP BLRPTBRTT MR (kBB HY
WEfft . B ARZME A IL-1 353 BRAP ZE[N KA,
b9 IKK {5, kB £ H AR L, NF-«B £ 5%
B4 58, DT R A IR T kP TkBB
NF-« B3 B il 2208 F1 IL-1 3030 2 eI, 10 55
— (RS /ME IkBa W 7EE T HBRIAEFE Y
(0 1.2, IL-6 .GM-CSF . ICAM-1 1 MHC I 241
ST RSB . BRAP JH FE/EATF
T«BB TMIE TkBou, TxBor £E4H HRLIE B 52 2153 T 1Y
FEHE ) R B R A, AH R IkBB Xt NF-kB HI4E
FIRZEmFEAM T, AA ok ek
R kBB M THEMR 1k IkBa XT NF-«B i %
FREEE R A M W, B AT, BRAP 3N X
kBB BRI i BER AL 2 KB IH R T
Bt — B . (B2 W5 45 R 4R SE NF-«B
HNEIE P50 M BB NERE R 5 B AR i
/Y 1 S

3 & &

BRAP B[R )8 A% Z2 351k 5 0 I I 4 0 B
SR B AER KA %, BAERBLE 2N AT
3AERAT: B 5EE BRAP S SRR, AH
JOF 1 B M A 3 5 32 B R R 5 HLIR, BRAP 2%
H ARG 20 RE51E TR DhaE, °T AR
AT AL Rl A R JE N TSR A
5 TR, BB 2 BIFE ML 7T BB BRAP B B¢
NF-kB S AE 18 B ) W - 33 AR 250 A0 IL-1 (381
W, 555 BRAP JLRI R IK, T B 408 BB 3%
B BIRK 3 A BIFARMSIAER, T RAR
FARFERAE I THUAR . 72 ERPLH BT,
BRAP FE N (3815 B [t X SIE. 90 AT 14 7 4R 2l ok
P RSN SRR A D LB BRI A R . 1B
i 1 % BRAP ZEIN 1R RIBLH W] O T38RI T L
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