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AL WS AN R Y38 AL 27 UL, S FE T AR S IR P 47 ol 2 i 3
HIFE PR K-8 4k, , £ 35 DNA B4k 40 38 P8 i e (o 14
A EEAE 44 5 RNA (long non-coding RNA |, LncRNA ) f
P, A S AL B BEARARN R RILBR S AR . 3k
LR ] Lg%, 3 Bl AR S R R
S A PN 3 A% 00 5 38 FL AR PR R 5 SR, LS00 5 o 9 o B TR 3R
i AR R BT TR S PR R WA U T 4
AW PR RIS R G RE I S, SR L Y 5
S MG , KA B WF BN A ZYNRTT  BOTHRTT T
EMERM
2.1 DNA FIEALS IR AL DNA HUEEAKJE DNA 351
A4 E B EE 7 DNA H B 5 32 1 ( DNA methyltransferase,
DNMT) f1E T, LA S— ¢ T H 85 & R ( s-adenosyl methio-
nine, SAM) /2 LML, T o S Bl 45 5 19 07 ARG — 4>
LS AT Ay ied A, — RO 98 R AR TE CpG A% IR v M s
RS S bR T b A R SR R DL AR 5 FH i e g
(5-methylcytosine ,5-MC)

Dick 4" HEAT 1 42 H: DA 41 A0 T 0 9 2 B, B S8
F 3A (hypoxia inducible factor 3 A, HIF3A) f{) H 34k 5 Bk
Jit B 45 % (body mass index, BMI) Y384 Jill 22 8] 77 645 E 7Y 5%
B, HIF3A Rl 4015 5 B 7~ 5% W 4 0 43, IF R 3R0K
HIF3A [ [ BBE0R AT LA ORI LA, BRARRE Jbk %, ool Tk £
ML, B IR (9% A5 o Dick 45 B¢ HIF3A 1%
L5 MEREZ A 956 2R o, HIF3A 858 A a5 1) 7R R4k T REAS
NS ) S, T AR HE P A AR A R . R REAR RN e A 2B
IR AH 578 T HIF GERTENERERT IR s AR OCAE T,
VST NE AR AL T B . o) — 4 5 AR 2 1Y TET (ten
eleven translocation ) 25 [ 7E DNA HRALiE SR A B & IR
TR FEVERT, TET 28 1 7T AL 5-MC 3 554 HY i s i
(5-hydroxymethylcytosine , 5-HMC ) {4 5% 75 13 F& , S B 384k )
Kehi L gR . TET 2K (14 Oy 3 B, 40 4% TETL, TET2 Al
TET3, Hr TET2 7EACHE B H MR E P55/ T2DM Bk A
PJFEIRREAR, TET2 DAL MO 10 T U 1 3 S AL il 14
FE I8 1E 32 1A y ( peroxisome proliferators-activated receptors,
PPAR~y) (5% s 0 M, #1005 | 5 DNA (1% B B4k, S0 N5 i e
SIS FIE " S TETL 78 B 40 A 4 5 1 1 A o
WFE, TETL Al LS 808 W 8 RO ) 51~ 1C (cy-
clindependent kinase inhibitor 1C,CDKN1C) {1 2= H 54k, , FEAIG
AN RS 3R PST I Bk i, 2 B AN MR B I A
P57 2 —F B4R , & CDKNIC JE R H 1 7 ), 52 f
I EMCEE R X KTIP2 DNA FEARIR S 520, PST (1 3Rk
A BT B AN ARG . WESER I, e s A CeCTC
254 A7 (CCCTC binding factor, CTCF) 5 TET (148 H./F
A LA 0 i % ST 48 0 -1 DNA 54K S, 7E IR Wi T8 Y
A, CTCF 2 & BE 8451, CTCF 5 TET 145G 2 IR i e
LIPS FUR

PPAR ZZH% i) PPARy 7EJR I TE AN IR s A AR K
MIVER . PPAR JEIRNIFE M EZEF T, PPARy 5] 33l 4
Ay 1G58 SN TT IR ) DNA HUEEAE, PPARy 5] 519 DNA
PS5 b R L SO B U 0 R S S DR T R

PPARy 7% TET2 4 REZERFEFEMERE A E %) DNA 254 TET
A3 DNA £ HIEAENR NI MG R b 2 ATl iy . E
JHEA IR SRR ADPN ¢ & % D), ADPN 75 i 1y 41 Jfd P &
PRV, TT LIS T I 51 A 1) SR S NE , 14 5 e 5 3R 0
T, SIEHEAT IR 19 &% R AHOC, ADPN jg 3 FHe & IX
Iy DNA 5 FH R Ak o 26 U0 33t 1% 25 Tl 4 i) ADPN 1 4% 5%,
TS BCRE . A DNMT 3 570 4 4] DNMTL {544, w7 L]
P ADPN )23 , S0 JIE - S 2000 S0 S DL, 503 E e 5 S
R TR IR B R AN 52 , 0k — 5410 ) 20 Jik ok Ao s D £ 2
[R5 DNMT 455 By 4L EF ( azacytidine ,5-AZAC) 1] L)
IS A DNA F Ak, IR LLS 5 1 7 40 M )
SiAk, ol LU F IS ZARPAIATT O . B E R SN T
(tonicity-responsiveelement binding protein, TonEBP) 5% T 4
ME AR R T 5 (nuclear factor of activated T cells-5, NFATS5 )
F IR = i X EE MR TR (high-fat diet, HFD) 52 Y HE
FIIR A AT J7, TonEBP 5 A% A /)N BRUIE JE % A 28 AR,
TonEBP ik DNA HUEEAL I 3 [ ADRB3 133k, AT 42
TR

2.2 LncRNA 5 HEJHEFIEE S RIS HFFE R BT, LncRNA
KCNQ1 | & % 5% % 1 (KCNQI overlapping transcript 1,
KCNQ1OT1) (%% 5% /KF-15 T2DM {1 % J& 4 5. KCNQ10T1
5t ST I RERALR 5 100 )k 20 2 1 8 At a2 A R i XU 45
AL ) DNA & A B AR, S 3T T2DM 1y &
AT LneRNA AE e BH 4% S M 5 5% BT 5 (growth arrest-
special transcript 5,GASS) (i T AREKNA 1 SYalk - A
WFFERH] GASS i 25 T2DM F8 25 114 ) 26 Ml R A 38 e
AR, o 46 25 W A A 2 B4 ) [0 B o o IR 5 RS2 AR T e, 1
e 3 AKT 5 S5l BV R o IR 15 2900 HLLR 43 4
(‘polycystic ovarian syndrome,PCOS) [ 3¢ R % Y], PCOS F %
FIH IR, 5k PCOS A= IF IR 4141 Lt LncRNA GAS5
15 PCOS B# RN FRIBFEAR, 278 GASS e & RIRHT P Y
4P, LncRNA £} 2 3353 3 (materally expressed
gene 3,MEG3) /£ T2DM Hhr3&3A B /b, MEG3 [{))3 3l 7~ 5
HB4L 580 DLKI-MEG3 [ sd kB /b, 20T B 4
Jaf 9 -2, B4k, LneRNA DMRT2, LncRNA TP53113 7E
N e £ PR P FER B ™

2.3 f#% /M RNA (micro RNA, miRNA) 5B it #1 IR 7
miRNA 5 QA SC BT H 4 3] miR-7 miR-375 5 IR ¢
F,mir-375 o FIR GNP ES ZR 4300, 0 AR 0 2% 5 2
Wi RS A48 in LA ) T2DM &% 2E s miR-7 7E T2DM Hr K3k
BN, IGF1 454 F 515 5 2L Z KR Y BT, 2
REFL4 9 B I 1A R AR S 495 08 52 IR 22 44t L 531 o
miR-126 A2 B HAE T IGF 1, 42 MU i 28 1L L IE
FRERG S o S A, — AT 2 A (bisphenol A, BPA)
WF5E" W1, BPA R FE L5 AL RE B RIG S F. BPA
FYPRIE 28 7 2 miR-338 A2 2R 2428, miR-338 i i 1 i) Jok 1
48 IA) YR AE [ F--1 ( pancreatic and duodenal homeobox 1,
PDX-1) , #21] BPA fih & 04 158 55 2 73 26 20 i AR A 31 2% AR
£, miR338 KB, PDXT B[R KB >, GCK b 3 =
FaEfl, SRR, [RIN), BPA 58 T BUIR A BUAE IR AR
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Mo B ZEE T miR-192 IEH I, SRERE 8 b
A IR 2R 118 R[] 5 9 ST AR 45 5 e 36 T+ 1 (recombinant
sterol regulatory element binding transcription factorl ,SREBF1)
Fek¥gm .
2.4 EABMSIEHA IR AU A DNA 785 5
e e I iz n] AR L S DNA 25 4 3 [l G A% /b
Ao Allfrery 25150 % B4 4 1138 i B 2 oAk A R Sk
A, X SRR FRB A . Bk, 48 LS o) AFE N
WG HITEE . G B4 , A OCTE R Al DASE ISR GA 1Y iR a7 3%
IR PPE T, R BRATGR AR A P S g B PR A T 3R
IZET% . HEANBN S ARERCREVIME, 25
TRERE RIER SN 1

8 AR 1 1 (uncoupling protein 1, UCP1) 454k
Bk 7 AR TR T RE R AR A AR EUR T ZH 2L (brown adipose
tissue, BAT) , oAy @ XS Hi I Fh S HAH DB 1 16 7 HE Ao
BAT A= J T ARG 05 43Pk 58 v 398 i) S A A58 1 0 4 Il
1 (iisocitrate dehydrogenase , IDH1) 45 ) o~ 1%, & ( o-ke-
toglutarate, o-KG ) (Y FR BT , 6 BAT B9JE sl b it —
AIFFRRI, AE 3 ERYES 27 (MR (trimethylation of
lysine 27 on histone 3, H3K27) f{) 1 34k A1 2, ik Ak 3 3 8 4
UCP1 Y3R3A 2K W45 BAT 19 £E B, [A) I, ] BAT Ak i i)
IDH1-aKG Hlit il M 2H 8 H 3 FAYEE 4 [ 28R ( trime-
thylation of lysine 4 on histone 3, H3K4) #1¢HE H 3 FHIZE 6
i fi A R (trimethylation of lysine 6 on histone 3, H3K6) [ H
FEACNTI S BAT FOECRE 0800, S BUR LA B TR /9 % A 5 3R
W IDHT S5 AR 5 A -5 A58 1 58 o 4 2 1 B A v
T RAHAT

5 R R e 25 W L 1 (histone lysine specific demeth-
ylase, LSD1) & —Fh 20 2 11 25 B AL B, 7T LA 5 38006 7 6 s
U R DR 58 PR 3 325 DA TR 2 PN i S B ) 2 S 13 B 3%
PR 25 #9384 X7 16 (PR domain-containing 16, PRDM16) #H
4, TR BAT 4. LSD1 Al PRDM16 ik (k2
FECH3K4 AR IR, AT RELE NG U 20 i A rh e AR
F . PPARy Fil 3 5% T 45 & 25 1 ( CCAAT/enhancer-binding
protein o, C/EBPo) Bip[E] 45 1 Big 7 4t e 1) 234k, H. — 35 76 Ig
JUITE it AR vh 25 52 B A 48 3 W B AL R AR R 7 PTIP 25
(Pax?2 transactivation domain-interacting protein ) [t 5% ] , PTIP
W/ 23 (i PPARy Fil C/EBPo AU Il /b, 52 i) H3K4 11y
AL AT RNA R4 Il 72 PPARy Al C/EBPa i3 3 1 119
WAL IR AN A T A T B BRI AR R . S —
5 H3K9 HHIE RIS BT, H3K9 J3 3l 7~ 1Y BT Bk Ak 72 h 41 2R
P 5 2 152 Y L 4% 7% i ( euchromatic histone lysine methyltrans-
ferase 1, EHMT1) i@ 5t PRDM16 #)H Feqb 3k S0 91, 3xX — oo 72
RER DG BT (17 . PRDMI6 [ &AL iy TET 4
S, EHMT Bl 23 0 B 17 4 8340 = 09 7 4P A b, TR I
Joe R WA LA I . —T00XF /N BE L i U 2 2R S 4R
HREAE V8 o i BIF 92 B, /N BE B FT LA 3 AMPK-0-KG-
PRDM16 Al i 5 2H 2 1) 0k 2, DTG 020 Jig I ) i AR
H3K4 S5 RRA 1) 20 3 A6 M 7E — 2 12 32 3K 114 e 15 A S P
PRAAS 07 £ 40 INS b 3K F B, R W] T 418 A& 1 19 1

RS BUEP5 ) N R B — T AIF 5 B, H3KO = H 3k
6 H3K9 W Al I A6 EHMT2 (9 75 F T R 95 B 5 1 1
BT H3K9 [ 20 5 1 3= P 3k il ( Jumonji domain-contai-
ning protein, JMJD1A) 75 g "B FIRK RSS2SR
PREE L], IMIDIA B 08 a BRI AL, J230E BAT B1H
IR EREZ AR EE M ( B1-adrenergic receptor, ADRB1) Filfl 5
UCPT 7EN RS m ) S8 . 7E/D B E h i ke 4 i R g
SO/ N AL B 1 19 (H19) B IR KT 7, 5508 PR
IR AR SRR OG o IR B 3 R 223K 1Y HepG2 4Rl Jifg Hh H3K4
FHE T IR 4(H4) BB o XS
P2 T 2H AR B N B RO PR et AR s e, T RE
X i BRI SE S AR50 RSB

WA KB, 4R g R H  FL R AT A i FLIR 1k
VEI S22 2R PRI — Tl A — Fh R s 4, BAE
JREERE TR R | I 080 A G L S8 RE LA B B s 1) T WLy T Ak
KHVER o (ERVE N —FESH A E QB N2, FLIR
PRAE IR TP i VR HTE B ARG BT B2 23 A 7L
PR ACAE N P FIORE s v ) A PSS A8t 1 AR G vy S o FE R
A BEAEIX T AT I
3

NEJHET TR FEANE 58 40 N7 50 (9 PRI, — 5 2 V)
SR, BRI Hofa B N . N H TR T-BORE , v A
AETE BMGANE I B TR, SRR A& 22 9 NZRINIRBAG L T i
PRI A e R VL Bay (TRB SR 10 1 R B . AE ARSI
h JER ML 2 5 IS I TR RO B 25 5 2 R, 38 7 Py
TERLH, X AR N ST vk — MERA R4 T 5
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