#3545 SHTH A Vol. 35, No. 7
202347 H Chinese Bulletin of Life Sciences Jul., 2023

DOI: 10.13376/j.cbls/2023103
XEHRS: 1004-0374(2023)07-0925-10

DNA AL E2RIBE PRI TT PRI TR

ER, B W BREET, HEE
(1 BITRZERIE TSR, 73611025 2 TR E I 2 ) LE R B (BT gh IR EERT) B A4 50k, I 361003)

i E . 2 BPEIRIE (type 2 diabetes mellitus, T2DM) & B fif 5 2 85T A5 5 R AHXS Wb AN 2, Bl S
REWT« AR AR = 2 B — K8 0% . T2DM 1R 242 R 8 5t R IR ES R 2 IAH 2%, 1 LL DNA
A AR R () RIS AE 4% 25 2 2 B BRI 2R 152, 76 DNA JPHIASUB B LR S8l 7 R A k.
(A, DNA HEALECAHEL R T2DM KFHLE S HIRE R R SRR R EEA . T4k, DNA I
5N, BT R E S5 2097 R R SON, A I FEAN TR N, (8175 DNA H 36405 3 A T2DM ¥R
ST R A YRR B . A SCER A A DNA HUEALLE T2DM VST A IR 9T, 14 0N DNA HIE4L 5435 77 X
MU AT ARIATT AR 26 R AH A Sk T R A 4N, LAY T2DM 16T B A58 (1 BRI A -
F4EIE - 2 MUPHIR ; DNA AL 5 BORIRIT 5 538

FESAS . Q756 ; R587.1 HAFRARRS - A

Research progress of DNA methylation in the

treatment of type 2 diabetes mellitus
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Abstract: Type 2 diabetes mellitus (T2DM) is a kind of chronic disease featured by disturbance of protein, fat,
electrolyte and other metabolites caused by insulin resistance and relative insulin hyposecretion. The occurrence and
development of T2DM is closely related to genetic and environmental factors, while the apparent regulation
represented by DNA methylation is susceptible to environmental factors, realizing the phenotype changes without
changing the DNA sequence. Therefore, DNA methylation has become an important link between the pathogenesis
of T2DM and its environmental factors, genetic factors. In recent years, the research on DNA methylation and the
efficacy and adverse reactions of drugs such as metformin and acarbose has deepened, making DNA methylation
become a new biomarker for the treatment of T2DM. This review focuses on the research of DNA methylation in
the treatment of T2DM, and summarizes recent researches based on the relationship between DNA methylation and
lifestyle changes, drug or surgical treatment for the first time, providing the new theoretical basis for the treatment
of T2DM.
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B PR & — 2 LAIIUBE A 25 L 9 R AE O A8 Pk
Wi, BOHHRERIEAN AR, 3 BUR B 5 A 15 DA
ZWRIT . WRARBER T, AT REe S K
WARETR B8 ) P 0 A 5 L A B K I A8 4
MEPEIERIER R A, PEE G E AT S O E. 1)
I Brobl PR B B AR 5, 2021 4E A ER B BE SR 7 &
HLN 5366 1N, HABRE AN 10.5%, HE
P TTLE 2045 45 FFF & 12.2%", B IR 9% BT 455
YT ASES RS i 5SS LA s i 3 O]
GRS ETAH. 5 1 B8R B E RN R B
Y H 52 401 5 U B 2 A WA M B = AN [F], T2DM &
H 1 5 R ARPU T BB 5 R - AR AN, [l Re B
AT R MHE T, N A% AR R
#1 90%~95%, K S £ X T2DM 1y K L ] A%
By —HRZRIE.

T2DM 1599 A PRI 5 0k sl S AL R 3R
G, HHREIERRLSARKE BN Z AT G
ERR R E VI, £ HILFIER LR P,
R g AL 2 GBI I Rk, FEVF
Z R F AR S LN RIEE B Y. (BN H AT
FENIRN R ALASJ7 ]2 —, DNA HIAE
AL FL B Py 4 i 3 2 2 R /E DNA HRAL 1%
(DNA methyltransferases, DNMTs) H1EH T, DA S-
JiR 47 F i =R (S-adenosylmethionine, SAM) Jiy F 5t
f A, 7E 5 DR 4 s - R - O A XA IR
(cytosine-phosphate-guanine dinucleotide, CpG) [ fifg %

WE 5 5 Bk Ar 3 AT A0 AR, T R 5- F ki g
(5-methylcytosine, SmC) it 2 . DNA H JE Ak ]
PLR AEAEZE R 5 B X, PR 20 Bl 5 7 1) 4%
AN AL E B, R gl A Gy 5T 45 7. DNA # R,
DNA Fa 7€ 1% ¢ DNA 5 8 1A BAF H 5 X e,
M 45 5 R ) 2R kK B 5 2 M & ) DNA %
IR R, S Al £ R E8h 25 H
FALPIFR . B Bh 2 B AL 2 18 DNA H AL TE B )
/0 B S 201 DNA S il 18] 5mC K shiiks, &
LS F IR KT BRAIG s 230 5 H R ) 3 2Ed i
TET %5 H (ten-eleven translocation, TET) 1§ 5SmC [r] 5-
¥£ H 2 Jg M5 g (5-hydroxymethylcytosine, 5ShmC). 5-
FF I 25 i e i (5-formylcytosine, SFC) 1 5- #2 FE il
BE I (5-carboxylcytosine, ScaC) f)iEA AL, F il
TR s e DNA BEJEAL i (thymine DNA glycosylase,
TDG) ¥4 5fC 1 5caC, 45 & hi 3 1) (15 5 (base-
excision repair, BER), MIfi# SmC P& & A ARAET
Jamsng, BeZRSEl DNA 3L 7, 72K, DNA
) 3L 5 2 R AR R R B P A, o 3L
PR )R IEIKE (B D).

DNA F B ALK P32 B BRI R 5200, REAE
AR T HI TS R, SR sh R, BEA—
SE B AL RRE M, DRI A LE PR BRI EA% (1) 3L [F) 1
YRR B A M R ) B R B FR HRPUAR DG ) B
Foruh. EAL RO RAE, #ETT 2N T2DM (1)K A4
AR . —J7TH , 5 B AN DI REAH IS 3 R ——

— SAH )
- / DMNTs .
c———————————
Passive Loss
p
G .
TDG - BER
TET TET

Bl AR AIDNA R R 5 KB EA



Eydi

FRM, 45 DNAFIEALE2E IR IETT T B0 T HE R 927

T 1 (hexokinasel, HK1) J& 51 [ H 34L& 1
SRR B AT R, B BRI P AT L £E T
BRI 2 e R s HKT P IR /KO 78 f B
NFE P BRI T T 5y, LR BRI PRI A N BRE
{EETERNE R B, HKT S5 1 H SR K~ mT
b2 S8 T2DM AR f HK1 54 Rk i s,
HK 1 7E 40 52 o i) 4 A 434 2 P HKL 78 440 i 749
S A7 AR T B H v -3- Bl TR M Sl ) Vi A
7 A ) 22 (R B R TP R AR AR, S BUL R A
AT M P M I — A Y R Mol I S A P G o 5 4k
TENG ZHERECN, B MBI R 1. B4
M2 6 R IRFEIN - o IERIL, A8 1 2 0E
SR MO T 2 i A Ml R T 2 A 5 3R 1 40 A R
Az ", 5 —J7 1, DNA H Ak 78 HLAA I Y
s BUB i R R R HEAEH . e, i
SEAYI B EEG YIS 52 K v (peroxisome proliferator
activated receptor gamma, PPARG) 1f 4y Jif &% 25 [ W
WS KRR A 2 —, FERRITAE R B BAR
WHRIR QR T R IE B EEEA Y. PPARG
e AE I 7 4 b I ER AR R 5 5 T B 5 3R Ak b
PRI E R IEED, KRB E
JE B T A0 1 H S A KT 38 I o> M. 78 T2DM
Rymid A, DNA AL 7E 955 1 e (1 45 h &
FEEREEEN, XEWKE DNA RS R oNIGIT
T7 RV B S B bR . 4R, KT DNA
H B4 ) T2DM a7 PR T AT I3 AL, BRI
SO MAETE DT ST A9IE T AR = AT
[, X DNA HJE4LAE T2DM & 97 H i 58 2t fe i3k
ITHERL, A48, DAISE H DNA B 4L 45 5 T2DM
AT R R, ONERX T2DM RS B I7 1O & e 42
BEHT IR AR o

1 DNABREAET2DMAEEZEARFHETH
RO

TE AL B A% 8 I JiR ) 22 20 W R0 G T 4 B 9k
SRR I IR RE R, AT 4ERE AR P IR A I
B o SATIIAE B A 5yl Ik DA Bl W ast A% R A1k i\
e, R MM 5 kA v, MR H AN E A
ATRE I S R A, AT VA O T IbE . 1R
I RE e 2 2 S U BBl O RERTON S5
A, TR R Ko, RS ERSH
BUAREE I, JR 5 2R 40 Wby /D 3t T s B A T,
I 2 S8 5 R N\ BEFE & T2DM e Ho3E e 7, &
I, RIS, & Y4iesh & R A o7 d i3 s

/1ol T ) 16 B RS9 42 ) W PR T R R ST O AR
MEZETFB, 1 DNA HIALE & Z A K56 B
BAEH.
1.1 DNARENKEERESR

SRR AR T I AR AR, BHE
L) e XA AN R PR £ A5 B B VF 2 BRI
ALK, o e BRI B (8 /2 & T TET
W ERIEACFAH P AT P B & pE
PAEE X 24 B )RR o P B P ) TET 329 5 B
YT AZ R T - R 2 LG 98 1 (nuclear factor
of kappa light polypeptide gene enhancer in B cells,
NF-xB) FEE Y ALEE 2 (superoxide dismutase 2,
SOD2) B K ¥ 5 3 1 X I 45 &, X AN FE )
Ja B X AR B ) 2 R, T SR AE
Jo7 U DT, e LB TS S R i — A |
2 TET #11f LA S DNMTs 3 #E38 n 2% 55 —J7 1,
i I 2 BEL RSPl 9 M V7% A B 1 B (adenosine
5'-monophosphate-activated protein kinase, AMPK) 4
T TET AR 99 fr 2 " IR, 33 TET
EAARE . DL KRS RAIRS FEWET
H B K 5

Ling HIBAOFFER I, fe FRNFFAE AL B 48 A T A
NEWilR 7 J J5, Ry 223 rb v 22 L DR F Al 7K
s, Jf BIX S K ) ALK 5 T2DM 5 X
[ 5 I AH %, G lg B¢ 2 (adiponectin, ADIPOQ)™,
ADIPOQ 1 Jy 7 % 4l A T o7 AR A0 25 2298 5 A
5B SRBUEMEE VIR, I I 2 ik
PR BE B /INE L e 4 i R b A A A K L D RE
FE, AR RFAR G B R R YT B R ™ AT
PRI e il ' 77 2OR B IR ADIPOQ WK K
¥, Ling BIBATFE T — WA AHSCHE AT, 45 R EIR
AR EAEIE R VG (55 50 it~ 75/
IMEH) KSR I EAESE T 36 h )5, K TR E
H1 ADIPOQ 1 W AL AKCF ZAMB T & T 3.9%, 72
TN IX A AR KT PR 38 I AT B S 5 T 1 R
B FARPUAIAMENLEIAT 26 P90 78 53 b — T Hh A iR
B RBEALN ORI BT Fe BT 8N Do I 22 5 Y2
A3 B i EIAE b o I B 6 R A n SR A 8 189
A0 JE I 20 B ) R BB A R 4 2 I 1B (carnitine
palmitoyltransferase 1B, CPTIB) & [A 1] B 3 b & 1
FEE, 5 MRS CPTIB WAL AKF- 1IN
29% ; CPTIB &% 54k A iR 7 R AL A 1y 2 22 IR
TR, @ R R CPTIB R AKFREME, A
BT84/ R 5 e 3 4K H0 P B
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GE— 2 oy My W R AN R IR DT B R AU X CPTIB W
B m R Rz, g5 5 R 2 ARG B R B 27 5
D% IR H AR KT AR 13% AR 4k . Rl L,
T2DM H % 5 M iz F = AR PR D 1) & B
Ao BRI HCE AR 72 vl 1B T2DM 5] & HIHE
PRIGERAL, A V2 Q8 77 nl s I f e 2
WIS MR L T2DM SEAR. filan, i) L-
AR T 3 5 R 07 40 A % 2H 23 o AMPKo 1 T2 14
PTG 00 o P 136 — R AE KR 0 1 Iy 40 B oy S 1k ik A
PR #5484 1 16 (PR domain-containing 16, PRDM16)
BT ERRE, (2551 DNA LR AL, ff
3 PRDM16 1Y) 335 39 hn 902 1t & €415 107 44 B 4 %
FtFE R, 2 — 0 N R AR B AW, T s
bR ) 7] 65 W TS 8 D R 5 2R R Ak A TR g R 1 /)
R A B9,

DNA HJEAL B 18 i i 878 77 (122 4 LA i
T2DM kAR EZ AL, A BN R D IRTT
T2DM (iR, 4E2ER D w8 & Fadss
SR B 4B w2, AN T 52 M IR Joi A e 26
AR, PRI HL K Y- 5 3 B 3R KT R R ATL ) 25 DT AH
K, (B2, HuT4E4 & D /£ T2DM 97 1%L
REA G HIanE — O E B LIRS, 72
PEIR AT A 4E A2 38 D sz B3, fhREiE
HErE 2 D AT DLHR R 5 2 U I PR R R R
R R B 5 T 5 — TR ML B VAR S T R e 4
AR D XA R D s = B RN R
RS W B SR P BT SR
WA KA, 3 A R A1) 25 18 22 Sk vl g 5 A
A G, B EERN4EAE R D 456 HE
Y i & [K] 41 4F S5 14 B 43 (group-specific component,
GC) DL R 44 2 D 52 ARFE A (vitamin D receptor, VDR)
YR JEAL KT, 38 AT 2 il sg i i o 4k 2R 2% D AR
W) e R0 LA 2 RON R R A, DT 520 JBk B 2R
FEHTEE T2DM [ &9 KRS B, DRk, e Bl st a7
NIRRT A B TR S &2 m AR
HNFEYEA R D SRIGTT T2DM,

1.2 DNAREUWERFENRALITH

1918 R K1 B 2 B B R R —,
BRALAEE A A8l BTN RS8N S AR 1) v
)58 FE R AR 2 LRE JR BV 6, DRI, 380 B 435 3))
HN TR T2DM B8R 5 RIRGU A Tl 5
TR SHARRSIE R AR I, AK/K TR ETH FE I AL
17 79 72 i B T2DM 4 BRALAT 1 3 B IR [H 2 — B,
— TR FE A AARF B2 [A] X T2DM. 82 08 B9 451 6 HEL A

FURIN, %S A AL ] 5 40 B PR 515 5 e S M) A
“F 3 (suppressor of cytokine signaling 3, SOCS3) H. {1
R IR KT BL K T2DM 75 JRUS: 22 T8] 4778 7 2 5%
Fo BEAE AR RGN, SOCS3 [ BLA i H AL FE
FEa AR, HHZHPEAMEATREEN S TYH
10% I AAARS [H] 5 T2DM [P OCBRR, M4 38T
T2DM (¥ KK 38 i B, SOCS3 w11 il ik & 3 52 14
JEE#) (insulin receptor substrate, IRS) &5 1 F*) I 2 FR sk
fRfk 55 IRS [ VB FEAR . 0] i 3R 2 A4
ity ECRHIA IR B B 4B g, LRIk ek AT DA NG T
R R R B R, R R S R
FEFH PN, B0, Lule 5 B% R /N R 3h 9
BB FRI T iZ S E ISR AR TERE L . SOCS3 1)
FAL KPR N IRST kKA E A .

5 [ [ 57 P AE R FT e T R 1 — SN BA B B 5T
KI, TTRABITNEEFFZ A, AR R A Bog
JE I S AR TE BN RF LI [A] BC, T2DM (1) R il 2 2%
B ZE TEAR B A AT R AR 8 R 1) B A B A R
R i e WAL 2 R BE T L A ARAT A A T i I
GBI T RE ST PR K AT BT BLAL, ik
A o O R A% UL DNA H R KPR T i
T2DM )ik fiE . 7 2% B 1R B T 8 5 W e =2 48 55 1
HEL ALK 4 DNA FIEAE R i, Sailani
5 DOV L5 O T A AR OG I - B R R B U -2
(6-phosphofructokinase-2, PFKFB). —JRIRIEH A K
T TN B 2 5 B E1 TE 2% ol (pyruvate dehydrogenase
El subunit alpha 1, PDHAI) UL % SOD2 %5 4t 3 [K]
) Ja 81 H B FAE A F s s ARG, X
B AR ] R R B B U L B UL e A
S5HE N RE T, AW #E L E B A
K[ DNA FEEAC S EpiC BE RIEAT Meta 734, KR
KAEIEGmAD RNA B R FIE I 3 (maternally expressed
gene 3, MEG3) 1% JE A% IR 2 I FE 1 (pleomorphic
adenoma gene-like 1, PLAGLI) %5 E[lic & [A] 1) H 34k,
KRB JE ) B B R e S R A
FEAER, H AL KFBRAK 51k i B PR 208 ]
A B F P T2DM 4k % Jifg 1 U 90, ks,
2001 Meta 737 /R 12 5 2882 2048 DNA HEAL TR
FERREAETR TR 2. R, 12301E N T2DM &35 1)
— T R T I, AR SR BT 7T R B 5 2 AN
FAY ., SRFESEREEN TR T2DM 82 (U & 17 1O o
RIS Z, MEES S RGNS RS, sk
L3 N RF 82 (1) 4 B i IR i i DNA Y 246 i 1
100 A0 7 Sk TS IR ) 4 ) Ao 4H 23 PN IR g 2R ) R
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FRM, 45 DNAFIEALE2E IR IETT T B0 T HE R 929

P, AT FEAR T2DM K H R AE K A0 AU o

2 DNAHEALET2DMZYETT FEIIR

e ot AR v 7 2R T T DL 4 IR 7K ST
TR B A T RRE R H BN R4 T B EE H
FIZ3P 10 S, T2DM (IR 254 3 BAL S BT
RBEREZ . WEME G T RS SR B RIS EO), mOIRE
259 IR IR S =B . KL IR 4 $0) ) S5
JR B AR WA 2500, LA R o ] 2 0 EF g 4D 1) 5
2 BSL G FE R B I L 25 (U T BLAL . R A
NBERIT ROFAS B AT e 5 DNA F AL B 1A
K, FICHARYE T2DM 259 B 1E B FF s i3t 47 40 2%
el
2.1 RERBESXRMNZAY

T2DM &7 ) 3= BRI A2 8 b 2R HRT A BE R &
FART WA R 51 R e B T A, BRI IR b
2 SR FH 4 e S5 TR B 3R U 1) 25 W)k 2 T2DM
JEAMR . 1E N T2DM W1 EAEE ), —HAUINYE
DNA WAL B X RIS TR AFE. —H
KU 1 AMPK A4 i 55 3F 4R34 4 491 i) NF-xB il
PRPAE ) RORE N, RN RS RS S RS, AT
SN PR 2 2R AU, NOE A AT R AR5 ™ Elbere %
TE A TR AN A R P = FR U9 5 %o R v R B,
A0 JE I 4 i A b R UG 9T B A O B RE AR
A RRE NS e i A S5 A 5 3 B A G TR
T DNA HEEAL KPR AR 0. filan, /8=
U A 1 R, Ca®/ 86 18 8 1 4 i 1tk 2 1 kil
4 W 1Y 4 15 5L A (Ca®'/calmodulin-dependent protein
kinase kinase, CAMKK) H J&Ab /K-t 5y, sk
SR, HIES T CAMKK X-H 8 UL %) 05 1 B (i ik
ER . X 0] R MLl o 8 15 CAMKK T R MAE A
KPR B F OIS BV E F . DAMERRAR N I8
AR 534h, 1 NGB sh ) st &
B, BESE S0 PR B 2 BRI v T R 2 1 i e
P 5 AR AL B PPARG J: 375 X F 1a (peroxisome
proliferator-activated receptor y coactivator 1a, PGC-1a)
Ja 8T ALK, i PGC-la R D. 1
FSUIG Y7 AT LS #0s AMPK k40| PGC-1a ()
Ja BT H AL IR BE I PGC-1o IR, 4k 1M 0
fa B 2R AR AW R A, AN O S5 AR 25 B i
WP Rk b, HUIETT IE RS AMPK
PMiERE TET S ERES 99 22 2 IRk, 2 TET2
K YA ShmC 7K, AT ek /b e s R 51 2 AN
R R E B,

EAERERE, WA S B PRk
JH I A — R XU A% 3 2 13 268 DR o B o i 22 ik
i1 1 (solute carrier family 22 member 1, SLC2241) %
() DNA AL, it — D BEAL AR = FOSUITR
ORI B {H 2 B ATV 2 B 5t — HRUA T
AN 5 B 52 1 ZE AR, B P AS RS B
XLETTHE 5 DNA A K. Ling BB\ A BLEE
5 IR 21 B AEE B AH OC 22 1 58 (cilia and flagella
associated protein 58, CFAP58). Wi 52 K ik 4 L.
F S B 51 1 (olfactory receptor family 4 subfamily S
member 1, OR4S1) %5 11 /> CpG 7 /5 ) Fi Fe Ak 7K °F
Thim, UMY 8022 AT Re bR o H4h, Xk
HEE [ A2 (forkhead box A2, FOXA2) FIEH % % b
AZ KB 1 (phosphoglucomutase 1, PGM1) % 4 /) CpG
AL s H A 7K Y- 5 BRSO 52 44 22 0 IR A
BIEMHK. BEJE, BFFCN GO0 RE SR AR 5C 0 11
AL AT AT A AU FE 4L XU F 43 (methylation
risk scores, MRSs), 45 5% 8l MRSs [X 43 %F — F XU
235 200 s S U N 1 32 AR R h 2 TR 7 1Y
[fil F2 K /N (area under curve, AUC) 7 0.80~0.98 [d] ;
12 FAR A 7 23R 195 = HORUNCRN 52 11 A DG 1) 4 AN 2%
S HIEAAL S MRSs, He AUC 1 0.85~0.94 2 i],
[R] S 3% 2 MRS 1] BA X 43 5%F — FOBUIIGE 97 A 3Ek &)
PR EIE A I N B S (0 40 B S B0 T Sk e
J AL I CpG A7 s AH 5 358 D] 72 52 i) — F XU
BE AN R ARSI . WIS
JIE Y R AU 5% () FOXA2 JEIH, AT BE 4 el st WA
it B UMy i 22 4 B

i D0 () i 5 2R B R 2 I A VR I A% A
2y, PSR S, — & A& PPARG
Bl ReE T S I RN AT S 2 R L
s, DG B BRI H &R il IRl e 27
W A R — D R A R A B AR R
B, AE 40~60 2 ik B = ARGUHINEEAREH, PPARG
(R 37 B R B TET2 2 AR 4n i h &
6 51 B AT 1R PR A5 3% UM AR 2 S 1 R R g A
W, PR SIE e TET2 25 AL
B PPARG 13235 LAY SR 06 By U, JF H TET2
L 4E R PPARG ¥ 5k K 75 ADIPOQ 55 i 4l 2k
MZhE, 12D K F A 5 0 e o 72 v b 3 24
F B AR, RS 5 T REARRE PR /N B
{10 XL R 9 AR T R K1, A R I A7 48 I e
LA IR & 2R R BRIt o 3X RT e L1 b K v
/N B AT B /) A L o ) S BRI A R LRI R
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KA Ko AEILLAS B R Y6 7 008 FR 03 1 05 51 S 1Y) S
AL S AR BE 1) mRNA Rk KPR E R, Blans
B PRI BT 12 FE A 5 (1) L8 55 7K 3R iR (angiotensinogen,
AGT) J3 31 X 381 2 W E: 40 B 512 1) mRNA R4
Ak B,
2.2 RIHBRB RS DA

(R E R IREN U] N € g P N PriE = SEEb N
296 T DAL IR B AR DI RE, U 2K A
WA DN 79 IR AP o i i Fok B 3 3 o W 40 B IR
I MR 2R REIR -1 RS2 Ak, AT ) SR IR B4
LR SE AR T, B 28 HG TN R K% 3% 43 WA N 4100 i) g v
IMAEZRE L Y. SOD2 RIS 7k 1 [ 135 7 i
K, = SOD2 o FHA W W &Rkt fi
SR AT 1 A AR G0, T 1 A I SR 2 A5
SHEBK L BT ERRBL, MRS R AT
HRBT i M0 51 2 1 SOD2 F K5 3+ 11 25 B &4k,
FHERH IE 7 H mRNA kKB FEA%, Nl BE IR
o3 L7 1k O R SR AE T BT LA Y. T2DM 5 gk gk
DRI 441 B J B 2 RS 1k SR 5 R YT I R A Ok R
F 1- #£ 1 (cyclin-dependent kinase 5 regulatory subunit
associated protein 1-like 1, CDKALI) 178 /& 5 m] #)
i) g vy AR 2K RE DK -1 K B KR TR Tl 4 00 1) 75
MG IR N Ko %I T CpG M A% H R 2 &
PES MGG, KRR Bz HRZ ST K
A% DNA R £ 7K 1 ok 3% (7] 18 47 56 R iy 3l B
FEh, RS S R B 40 ATP Buske
T S PR R Pt O 52 A 25 (12 o g i 0 WA R it R B 3R
ATP U B8 IR IR 52 4 1 (1) mbs K] ATP
gEAF S C i 8 (ATP binding cassette subfamily
C member 8, ABCC8) K H JE AL /K 1 5 Ttk Bk 2K 259
BT AR AR A R FAA G 7251 AR MBE
BEFBR KU ABCCS 58I TR H 34k, X5K
RAAR MR B AR EZ R B A SR
A gk B RTIR, DNA A S 1 A A
W 25T R I REH T VRN R AE 29 A R SO
P o
2.3 Hb{ERLERZY

508 0 g s 2R R B A R MR B 2R 3 A )
ZGPIANTR], o 2 B T A 5 BE A 3 4k T )
J¥ 1 o- ] 20 B B 1, AT 96k 9% UE K S B K AL
EVDHIEACTNR, e 2 FEAR MR KT o Bl b
FEAZRAII AL, HAT R AICRE N & % A
(1) T2DM K, DRk, A & 5 5 8 H g R
LA B R b . Zhou % Y B ST I, AHELIE

/N, T2DM AL/ BRI+ — 48 i RIS AE B 5 -1
(pancreatic and duodenal homeobox-1, PDX-1) (1] F 2
KPS ZZ G0, TR DR A e 4 L R A
&G, MG PDX-1 FEAHMIAZ R K 7K T DL E R )
RIARL s BEA, BT-RERERTT B RS SRR
5| 7B PR ke I 2 B k2> B SR R A 23452475

3 DNARELAET2DMEREFH TS

75 56 [ PR i 22 A A I €2022 4 55 R 9 1)
BRI SITRRIE) , BUUREA GBI 26T 5
A i 77 2B FEOR SEILRE A AR B R A B IR
AL T2DM B3, Ali@Eik sRRFRAR W B 55 3% F R
SR B T AR, A BRI AR Y. Hsu
2t 1000 Bt 3ok ¢ 4 I £ 15 41 (body mass index, BMI) ik
T 35 (1) T2DM & I 1AL F AR 5 25677 5
R4 R LU [ A B B 9 . 45 SRR B TR T Tl
Xof % B2 JRE T2DM R 5 1 iU b 42 1) 2440 T 25 008
57, JF HaXFh s sl ORseR L 5 48 5 Ak, &
2 FARFHUR T2DM B3 (1) 576 2 2R 5 =ik 36%.
HEWFRI, ENERENER B 55 B UIBR TR A5
V2 2R AL X, HrPhf 134 DX
FAAKPEER GR B RGE, P EAKF 4
Tk N BE KPS B A B A s R L
(megakaryoblastic leukemia 1, MKLI) FI{d O1 #) PH
gE 435 (pleckstrin homology domain containing family
O 1, PLEKHOI) 1) W ZEAXKPFER 5 7] T i B 42T
1B NIKF, BRI BN #F Rk KRG, BeE s
Uiy 240 0 D J I 2R AR 7. R k2 4F, Gancheva
A5 1O o AR TR i 7 5 JUL PR L i I 3 Ak
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