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# E . SIN3 #HRFIABEAFEK A A (SIN3 transcription regulator family member A, Sin3A) &£ HH
B AR Zitss, &N ZEANEREEE SO0 H ), Eda &z RHag ey rHE
H 2 LIEAGRET (histone deacetylase, HDAC) 2 2| #4019 4F H . Sin3A i@t 5ANF D) Re & =, 41 Mad (Max
dimerization protein)-Max (MYC associated factor X). Myc (Myelocytomatosis oncogene). HFE CpG 454 H H
2(Methyl CpG binding protein 2, Mecp2) 25 AH BAEH , MEAUMEIESE 04k WTZ, PRI RG. 408 3 .
AR K EUASHARE KGR EE A O, TRAFIFRY, Sin3A 7E 4420 i 3 g 2 1 75 v
W L, Rk, Sin3A W] RETE A E g AR R 2 E AR .
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Sin3A regulates cell functions
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Abstract: SIN3 transcription regulator family member A (Sin3A) contains a lot of protein interaction domains. It is
a core component of transcription repression complex, in which it can repress transcription through combining
histone deacetylase (HDAC). By interacting with other proteins, such as Mad-Max, Myc, Mecp2, Sin3A plays very
important roles in cell proliferation, differentiation, apoptosis, formation of tumor, cell cycle regulation,
preimplantation embryonic development, tissues and organs development. Recent research reported that Sin3A was
upregulated significantly in somatic cell reprogramming, indicating a potential function of Sin3A in this process.
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Sin3A J&— /N AN R SRR T, el
DA 3t B4 ) Dh R JE R 4 5k . Sin3A 37 2N
FURAR BAE S5 M3E, =— K TFEER, B
PLEE 4 HDAC SR HE A ML LB, WREL
%4, Sin3A B2 MR /E RN — AN S ILBHE Y 1
B FL. Sin3A H 3 E P IR & B Sin3A/HDAC
R LB E A G S P R TSR, A
T2 B 0] 2 Hb U Y 2 B 4 B T ae RN 4 RF 40 i R
AW EE, Bk AEYE EoR, Sin3A R A
AW Thag, & nl Db sk it 47, RH
HAT WA T

JRJiE AR R SRIANE NG K B 2 K B A i)

WFFL IR, Sin3A X RUHIE G &K & B A EZM 1
ER, HAR R AL 32 22 20 i J5 B 4% . DNA 45
e . Sin3a” /N RIGTE & B F R0 H B T ™
HAEMRFE T, Reek 8 BNRME B 5 R A TE
M 1 Sinda, /NERCH AR S 40 B G BE bR e ) 1 JE
MAAZ PR (proliferating cell nuclear antigen, PCNA)
LE A AR 5 40 i b 4 55 B R bR ) R4k
P48 A (promyelocytic leukemia zinc-finger, PLZF)
MR BB PG, AP T M -3 (caspase-3) [
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FKIEAEFF, FEUNRIEHAES— Kt H A5
A REFT, REIERAE Y. ACFEM Sin3A/
HDAC ¥ 3L [ Hia 5 SR MEE, R Sin3A £
AT RE R AR, AR TR Sin3A B AT
J7 A1 FR LA .

1 Sin3/HDACE &4IRE KL

1991 4, Vidal 1 Gaber™ 7£ B BE i 1 I &
B Sin3 FriE I H A L CBHGE FRIMG RS . &
£ H1 HDAC &2 = 24 H] i e 3L Ha B S ke ¢
ORGSR  5 FIAE A . Sin3/HDAC 3L fHIE & &
VIHIRZ Oy, DI B 1R 21N AR 2 i BE IR ST 1Y
A4 8 M0 4H ) Sin3. Sap30 (Sin3A-associated
protein, 30 kDa), Sapl8 (Sin3A-associated protein, 18
kDa). HDACI. HDAC2. SDS3 (suppressor of defective
silencing 3). RBBP4 (Retinoblastoma binding protein
4) D) }2 RBBP7 (Retinoblastoma binding protein 4)( [
1), ANFEFEEREF Sin3/HDAC &R —4
HDAC HR% SAP % . Sin3 fEH F{EALIN
HDAC IfERISR T &, HAl 4 70 24 f5 2
EMAEGUREEMEAEAZ R EY, W
SAP30 £ E % $% Sin3A 15 HDAC, 4ERF I % ffase .
1995 4%, Ayer % B R BUM L3 ) Sin3 & A2
Hi Sin3A 1 Sin3B ZH A1), /N Sin3A #1219
NG IERRA B, 10 Sin3B & [ AHXT 8N, 954
NRIERA L, AT T — 2R E 7 81 B s

AAEBHEER , H A Mye P77 Mad 5214 .
ZJa, ENEYNM B & BT SIN3A Fl SIN3B &
[, 5 EERET ) Sin3 — £, Sin3A 1 Sin3B I
B 6 AN BEAR ST IR AR < 4 AN B0 1 7 o1 PR I i
(paired amphipathic helix protein, PAH). 1 /> HDAC
A HAE F 45838 (HDAC interaction domain, HID) LA
N1/ 5 B AR 57 35 (highly conserved region, HCR).
4~ PAH E4Z455 &M sxA1, Hrh PAHL, PAH2
FIRE SRR 0 B s KT, 1 PAH3 F1 PAH4 JU 51 171
THEE AW IE/ER . Sin3A fil Sin3B H A [A]
FEMY HID, ‘&% Suds3 5248 HDAC1/2 frb FHm 7,
Sin3B ) PAH1 i £ A — AN e 4 1 0 35 8 R o 1
AR Sin3A 5 Sin3B & RYE B £k ©7, |
A& Sin3B ANREH R Sin3a MR FEMAG & F A,
Ut VR BARAREL, (EIFAEaE R, Ik
HWHFE &, Sin3A 1 Sin3B %f T M it & B A &
BAEH, #iE R ERmEBEATTBRNRE, 1M
EHFEEATEENER .
2 Sin3AKIEEMFIIRERIRE

Sin3A W] R & M i K TR LT &0 A
Sin3A/HDAC & & 6k = [ 4 ¥] DNA &5 & 35 7,
ik, EHAEEIT S DNA 8 E A4 A& Tt
() _E R B R, Sin3A 454 Sox2 J&, Sin3A/
HDAC & & ¥ ¥ Nanog 1] 5 31, I 1 Nanog
flgeik M, GEF, Sin3A/HDAC 541 R 753 Le

HDAC1 RBBP4/7 o
o HDAC2
SIN3A SAP30 SDS3
| N 1 A | |
PAH1 PAH2 PAH3 HID PAH4 HCR
| | | | | | |
200 400 600 800 1000 1200 1400
DY A T goas
. HDACH(fEH [ BERTH |

1 Sin3A/HDACE &¥EHREE
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7%

E B FAEAER A B R FEVE o A% 32 44 4t FEL & )
(nuclear receptor corepressor, NcoR) DL & 4 H g / HUIR
JiR 5% 44 T R [X] 7 (silencing mediator for retinoic acid
and thyroid hormone receptor, SMRT) 1 DA A4 Sin3A F1
R 2R E RN R Y, EXANE AP,
HDAC [iE e ks, HEnEomiz)s, 54
) DNA 7 RS G, SHAED/\EKLS
HERE, MR RS, Gt EUE G, &
sk N7k S DNA g6 iRe e dhi &, ¥k
AT M. SR, BR T HDACs 2 4F, Sin3 thal§
M JFC AU A P 4 FH 5 Q01 - 2 T 25 7 26 0 2 4 TG D 12k
HHZ5RMWEAL KB, W /MEEE. DNA
HSEAE AN AL 2R 1 F 4k . Sin3A/HDAC L8 &
EWIE ] LR 22 60 O A IRES, dEFRE 2R
et 5t X RUTER, X6 EFR AN FE R 2 1) e B
NHE K

3 Sin3AEITRAATHRERT R R

Sin3A/HDAC E-& Y0 2 518757 ) D se fl 4t
MAaAs, WgniAEE . GRS . B PURE
P ) A A
3.1 Sin3A4FEARIZEM

Sin3A X} T~ 4+ P P A A0 P P53 (tumor
protein 53) [ E A EE/EH . Sin3A A5 P53
H A k) Sin3A AH FLAE FH 45 #) 45 (Sin3A interaction
domain, SID) &5 &, UBLE P53 &b T AH X Fa e IR A,
Kl 1 AT 2 P53 FEARRI G 3, LAESR N6 4
JE ¥, AR, Sin3a (35 0] & G BN S
1) P53 [EfE, ERFPIRPERNEYE P53 B 5 AR
g Ml BR T 4EREE S EaE, P53 5 Sin3A AiEZ
J&, AI5 Sin3A/HDAC F:BHiE 5 & Y AH B.AE ok
11 #E L [A] Tsa (tryptophan synthase alpha) 1 Map4
(microtubule-associated protein 4) {55 ", Runt-
#H 2% #% 5% K] 7 1 (runt-related transcription factor 1,
Runxl), XHR{E AMLI, 7 i if 20 i o % i 3R 0K
R 3 I 4 AL AT G B . AMLT B2 181~210
REMREIE R T 5 Sin3A M EAEH S, mibk
X B X 8 ) AMLT 5% A8 A 23 2B B i, 3X i W)
Sin3A ] LAZERE AML1 & (A i fa e 1,

3.2 Sin3AS5iET 4HRaEHA

Dannenberg 25 " [R5 R B, Sin3a™ [K/NER
I JIEy B £ 24 41 il (mouse embryonic fibroblast, MEF)
A KB TN, DNA Z#]. DNABE. 3
BRI SZ B, 4HM R H A, BR T Gy

M R Z A, AR A B 72 S 3. Sin3a i
K B 18 JiG T 41 B (embryonic stem cells, ESCs) il it
Ji&i P9 4 Bt [4] (inner cell mass, ICM) A~ fE 2 ik 41 fifd J&
SRR SRR R R T, T BN R BB 1Y X T R
55 Sin3A fe4h & L AW E R A AR, W
CULA4B (Cullin 4B) 7] 52472 RIERBEE S (cullin-
ring ligase 4B, CRL4B) 2= 5 2|V £ 41} = ¥ 7% 311,
B/ CULAB IR 4 fifg Ji 399 2 19 40t A28 i 41 o X1 5
P21 (cyclin-dependent kinase inhibitor 1A, CDKNIA)
F1 P57 (cyclin-dependent kinase inhibitor 1C, CDKNI1C)
( 43 % B CDKNIA f1 CDKNIC %@hd ) #5944 Fi,
P21 A1 P57 [ L nl T EC4H A 3 5E W S ok /D> H 41
it BEL ¥ 7€ G, #. CUL4B Hi Sin3A % 4 | Sin3A/
HDAC E&%) EIFF - P21 A1 P57 ) EZh T, 40l
il P21 A1 PS7 BURESE, T2 21 20 i o 3918 45 (4
i U8,

FAMG60A (family with sequence similarity 60A)
e AR AREES, £ R (U208
M) A G A S IR R IX B IEE, B
Sin3A/HDAC & &¥HH#E, 1EH T G, HliHERH 1
9 5 3 2= DI(CyclinD1) TR H ) A 3+ £ 4
FAMO0A fif BRI, 5 € Bir [7] 5 CycelinD1 2 14 (1)
Sin3A/HDAC & -&¥i4F B BE 2 ks, 4 g o
CyclinD1 )53 T LB ALFEFEHE 5, mRNA FIEH
JRKSF AR R N, A ER AT e S 1 .
3.3 Sin3AFIRMMEEK. EEFEAT

Myc/Max/Mad [ & 25 4] 2 8 7 248 fifg A= 4 i) B
LA, X3 NMEAYET A DNA EEEH M
bHLH-ZIP (basic region helix-loop-helix-leucine
zipper protein) & . Max 7& Myc/Max/Mad ¥ 4 4k
F A B AR . Mad 7] LA 5 /04K, B 5 Max
TR B S Ak e s i) e i — 3R 4, Mad-Max 5%
4 Sin3A/HDAC & 4% DNA [t &, 4
i 20 AR K B TR DR My SR S S0 () 4 5%
By, a5 Max R Ak, 1 E
MK, . R T P, Mad-Max & A5
5 Myc-Max 5 &) B A M AEH : Mad-Max & &
Yooy LI Myc S35 PR sRE R b 4l A
KRR, JFESH Mye S0 2,

Myc/Max/Mad [ £ 25 ¥ 3 3o 1 5 #8515
S, MR AE K, Sin3A NI AT A #5IX 3 4Nk
R B AR P . Mad AR N K SID
5K 5 Sin3A 1) PAH2 R 454, HUtk, Sin3A
A i % Mad & 4 5 HDAC ) ¥ [A {E F, Sin3A/
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HDAC &5 Mad & AL — 1 A4 DNA &4
YE b5 22 JF HLOAT LA R ) 8% 5%, Sin3A
A Mad-Max (% s /E R, 72 Mad-Max ()
by By 410 4] B - 202, Sin3A AN AT BLE i Mad-
Max EEY1EH T Myc FIR I EER , 3& 7] 58 c-Myc
25 LA T -Mye &1 . #bR Sin3a Z 5,
c-Mye 2Rk /KF3 =y HEHT 0E c-Myc [P 24 [A],
FAd R R A TE R, RIS R c-Myc A Sin3A
ZJa B RFRADGE T IR P R E R & A
TGRS R S R AR R A 5%, Sin3A i1t Myc/
Max/Mad W28 455 AL A SEFEFIE T .
3.4  Sin3ANH|BhE LS

Sin3A 5V 2 MR AH G A AFEA EAEA,
TSG (twisted gastrulation). c-Myc. P53, STAT3 (signal
transducer and activator of transcription 3) 4§, i i¥
53X B8 H 1 5w ) A B AR FH R v e e 2 R 0 K v
B 2006 4F, Suzuki % * 55— UK AE N S HE
W Sin3a FIFRIEHE N, Sin3a RiEKFHIFEES]
EEE E WA, A & AR AH DGR PR R IE B,
T 5 S5t 4 L ) 3 5

B 1 g, Sin3A Ay 4 Ll 1) K A S
. Sin3A 1] LUHIHIMEFL R 521K 1 (estrogen receptor,
ESRI1) HJZRIE, F eI ESR Ja 4 fa e s,
H. Sin3A & F R IE 23 878 MEBCER /K1 1 38 e T 1
. ARID4B (AT rich interactive domain 4B) 1] LA
PRI AR, Arid4b i Zk AT DL B e e i
B, TR G g B U T g 0 i A RS 1 R A R
Sin3A/HDAC fif ARIDAB 7 [ 5 2.4k, 772,
Jiges I R AN £ BT,

4 Sin3AFEIEIEE A BIRIHE

MWIAE BT FERE, 2K B IR IJCH AT
FIERG & B, Sin3A/HDAC & AW #H i 35 2%
HENMAG . ERATFENRKE IR H
¥, REH RUBT 1k DNA W5 DL J 22 e 120 i 5 S i)
BELY, 4 RF4H A £ REPE. McDonel 25 " [ 5t
RN, Sin3A A7 BT 4EFF 22 P 48 i ) F
TR 2 BeE. AR JZE I T B A A 75 22 Sin3A -
mSin3a”” WA DNA % & 4545 1 AN Rg i A2, HLAE
E3.5-4.5 d W 4MRJZ d I T P53 A 1) 2 MR 4 g
JET:. Sharma 25 ™ H3iF B Sin3A [FFES 53] T 3
WA R B WR Sin3a BIMEAG TCIEATIE -

Sin3A X T JE R K B A EEEH. BUKR
RSB 1) Sin3a 2 IS R A P B

A EE 2 (CD8)T 4 (¥ % WAt Sin3A R 4YERF T
WERE ST, 2 Sin3a BRAEALRR, WBATE CDS
T i A (0 K B Bt sk 1 i By (CDA)T 4 AN 52 52 i
P EUIN AR B B DA R EE 4 B A8 O R 5
FLI B D REAN AT B0 SR A Rl A e A /1 B2 B 4
1 Sin3a W2 80N RSN RE A, A
MZHTA T, FECTEKE T RAERSRIAE P,

5 BRESRE

1995 4, Ayer & ) ¥ Y A Wl 7L 3 0 b R B
Sin3A 2R ILHB E Sz o4y, EZEE
Yy rf 2 & 2 6 A . Sin3A/HDAC &£ &4l il i 5
DNA %5 & & FAH TLAE I R 45 & ¥ R 1 5 3 7,
WA HEL S & MR T, ZJ5 HDAC 5] #&1)
M X OB 3 % 1 ok 55 DNA 1t
e, R, @ik Pl EALH], Sin3A H5ANH
(LR B AU BARE A, 2 51075 2 Tige i D R,
WAEFF P53 E T AR E , DR Uk 20 L 300 £ R gk
1T, AEFRFAMETE. o0 T2 AR Bh 2147 LA
S A e i A

AR, KT Sin3A 5MIRKE . R4 M= g
T ZHIWTFedon, Sin3A RIThAEIE A IEFRATIE T
fERIX LS . Sin3 A X T4ERF /N B ZEIE ICM 1) 2 et
oy B, mSin3a™ [ IR iR 23 76 E3.5-4.5 5E T H.
mSin3a"” FIRAGRIAE AT LI A, Bl th 2 B s
REG MK E AR 4. Sin3A/HDAC & & ¥ o] ) [
Mecp2 #fil| F T USRI R A 5%, @ Mecp2 [1)4%
Mg MG R E .

IR E « X Gtk RTE EDIC R DL R 4%
R S5 R A TT DNA HEEEAY, S BORILEI A T X
Je i fk B H 2L 45 & B8R  (methyl-CpG binding
domain protein, MBD) 5 Ji& fi{ i Mecp2 #& H 3L Ak,
ST 1 NS e S o Ol = (T B
(transcription repression domain, TRD) ] DU 57 P4 45
A P EACIRZS B CpG, AT 100 1 58 T A % ¢
Mecp2 7] 324E Sin3A/HDAC FLfHi8 8 &9, it
5 Sin3A JERitaE 2% & Ve R R R B0 B 3
TFIX, ARG AER P, Mecp2 S8
IR0 Bk AT DL o #0 #1) HDAC A5 1 4% 6 57 55 %8 il
FESEAMBIVE R MR . HDAC R 3E i 56 R 40 1
B A5 2R R G 05T X, il e R
A (Trichostatin A, TSA) & HDAC HJ4R5 5 14 47 1] 5771,
[ Fsf P 10 1) PP AR A 5 2 s o, 3 BE N 35
AR P 51 I S AR 75 2 HDAC 1 [F) 4
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7%

. BrrBLHE, DNA H AL R4 5 A 4Bk b
B Mecp2 #2517 —#2, W& L [F] PhoE B 1T
2R, gb4b, Mecp2/Sin3A B s 5 A4 1T g
TERIE IR G B Atk 2 4 rh e Y

AR A ) BT BRI AT RGBT AR A R
(somatic cell nuclear transfer, SCNT) I i 2% N FkE -+
VEHT (intracytoplasmic sperm injection, ICSI) FZEL,
K L Sin3A/HDAC 3L [ i& 5 & b AN 10 1 5y
Sin3A F1 Sap30 7£ SCNT [ ZEE L T 2 & 1 L
W, XN Sin3A A1 Sap30 FALAL A& 1A 5 1) %
Z, HUEHED Sin3A Al Sap30 BL¥FXF SCNT 4 fE
AT P,

A 20 A% A% HE 5 5 B G R A AT 5 R0 S s B
RTAE Z s, mEsolm ke, Bias)
YIRS UL R N R 9L, (HRRCR R —H 2
SN A g AR R R R B R 2 — o AR
(¥ T 91 AT 9T C 22 4E B T 4E SCNT % fif rf Sin3A/
HDAC # 5 3L I 18 82 & ) 1) #% 0 4 73 Sin3a Al
Sap30 mRNA H I T 2% Fif. Sin3A 7E I G
KET R R, BERMMERET S AR
AN, AR RALE SR A4 . XA AR
BAES Ja B S8 T TR

(& £ XX #
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