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B JE 2 4 1A PN A AE S8 F0/ sl = i g I AR 2R, A
T 5 A P B AR A o 28 (5 ) 1 00 o Ty v A 6 B2
FEJEEEE R L F0AA 5T 45 %X (body mass index, BMI)
Horfr, BMI 2 fii e NAARHE G DGR FR Ao THE S TLAE A2
(World Health Organization, WHO ) AR #5 K3 A 50 s
HlE T —AE PRbR i 25. 0 kg/m® < BMI < 30.0 kg/m’
Sy EE, BMI=30. 0 kg/m” AABME, B TR Ak £ > 1
ARl AH TR BMI Z 04, A AR L RRSE AN BEAR iR
B 5, WHO frg BMI A7 ot 9 A5 & I F o | OARE o
BRI, [ B A i 2 2% 25 o [ I Jie 1) A T AR 41 ( Working
Group on Obesity in China, WGOC) ] %€ T P [E g\ BMI
SFEIRUE(24.0 kg/m2 <BMI <28.0 kg/m2 ShBEE , BMI
=28.0 kg/m” HHERE) o

JIE Jif 2 5 38 e L s i A S OB DR e A 1 T 9
BRI, R RS E B, AR T AR L
A & ZFL R D RE RS, B i W PR S5 R 22
iE ORI R T S R R R A
AR5 FACRE e B O A5 95 A PR v B B 4240
ZIAA B BEgT 2 W, R SRk AT LA S 5 5 i B B
0B B WG o i 5 AN 2 PE AR S 32 K/ 10 L J5T 7 SRR
TSGR AR (TVE/ICSI-ET) JE] A A3 i K 4 8%
B L 3 7 AR A, W RN AR SO IR BE 2
G EEZ0 M i i ML A TR0 , A BE RE S S B e L Pk
A B e AR LR B

1 BHENRITRS

1980 4E LI, K255 E AL B R e 2L B I, %
22015 4, 2EA 6. 037 {CHUAFE NRERE, H Ao PE e Bk &
TR T B AR o Y SR BB 45 45 (The World
Obesity Federation, WOF) Fijil] , #| 2030 4, 8k FA 10
CBA BRERE (1/5 94t 1/7 BB 4k) " feadt
220 4F ], E A E AR IR R T Y o Bk
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B3 A2 1 B S g, A6 /DN BB B 40 Ml P i B NAMPT,
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ST % R 455 B8 T AL 1A %% 42 A (mitochondsrial

.29 .
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MEUAT N o B R W, B RE 40 ROS K ST
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REAEAE SRR, BN B DB 4 A P 6 95 250 1 ik P
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methyltransferases, DNMTs ) {f fk, — -~ B 35k 12 22 39 it 1% 1
5 SikIET BB, DI R DNA H AR X i
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WHFL Y NG Z B C s B W Ak, 20 JE 5- PP L M g
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hydroxymethyl cytosine, ShmC) , 455 K 4H T & T
J5 TR R B[] N 32 30 2 Ak, B U5 25 X 41 78 20 4 5l
T LA T M T JRUAZ AN R R 1 2 08 35 1% o G R ) B
% HFD 1 ob/ob /NEIBEEAHLF SmC ()3 kKT
REAR, DNA AL KCF REAIR T o HFD /)N R M 3] 50 63
i} Stella( X FRA Dppa3 5 Pgc7 ) 2 K iKW, Stella
e 410 ] S R i B U5 3 PR 4 2 W 34k, HFD /)N R AZKG
B R E SR A% A, SmC gL 8, I 2 /0, ShmC YL €8, I 35 4
Jin, HED /N BV i B R 2ok B 25 B 64k, 51 2 HFD /)
R HIIRG & BB %, 7 AF 80>, X HED /)N B BR &F
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HZRIBI, B B B G A0 KB & OE 8, AR &

transition ,

B hpE B e,

FIE S A5 W) B9 200 i DNA FR 34, 5] B 5% g
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B HEABGX TAESE R R R T EAEEE
SCHT R B IS BT R 20 M 2H B 1 R A K O R
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B RR AL B B 1 [ AR A7 AE 5 5, H3K4-me2 7K F-REAIK,
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