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HF 2 mRNA 2558 F 3(IGF2BP3) R ik KT 5 WIMEAR 7 I AR ( VFA) BB i R HCHT (IR) M AH %
P, Ak MRS BMIEE 150 7] T2DM B34 A 1E % 41 (35 ) BT L (40 1)) FIAL AL (75 #1) .
LLE A 2H R — IR R PERL X S SR A fe b, SR F 22 Je 4k Mk 11 U9 43 B PFA T2DM. & 3 I A8
F L7 miR-320b IGF2BP3 7K 1 5% 1 R 255 5% J1 pearson 43 M7 A% T2DM 4 3 T b £ 3% VFA
HOMA-IR I R ZERHE AR M I3 miR-320b IGF2BP3 /KA AR GHE, 458 IEH 4 B E 4 ML
JeE4H BMI JEF \WHR FINS \VFA HOMA-IR J% Il # IGF2BP3 /K34 T , M3 miR-320b /K
FRIKBEAR (P <0.05) , Pearson FACAATEE R R IEE2H 2% VEA (HOMA-TR K I3 IGF2BP3 7k
S5 BMI WHR FINS 7K 37 5 IEAHC, Il miR-320b 7K -5 BMI, WHR  FINS 7K -4 & 7 A ¢
VFA HOMA-IR 7KF 5 Ifil 1§ miR-320b 7KF-34 2 5 AH ¢, 5 1l IGF2BP3 K3 2 IEA G (P <
0.05) , ZIC&ME 0] 7 23 A1 45 3R W75, VEA . HOMA-TR . BMI 24 2 52 i) T2DM & I B bk 58 3% 1 3%
miR-320b IGF2BP3 /KM EZF K (P <0.05), £it  T2DM &I A ME miR-320b /K
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2 AUBEIRSE (T2DM) 1Y A0 R 2 H5 8 BT, wEoE
KB, T2DM G I NE R AR5 1 1 e 5 16 5 R Ak be
(IR) (R AE KN /)N RNA (miRNA ) % Z Fh[H R H
S IR FEAE B L SR I ZE A R 4L 2
B 5% 27K 18 S P R AR 2 BlA R 2 v 2 AR
P9 1 B0 IR Bl 3R, R A S R Kb dE 2L
(HOMA-IR) #EATPFAR ) JR 5 2500 o IO g i 7R 2R
i AR Wi o il I AAE , W2 IR ACIHEZR & AEAT T2DM
o 5B Y BOW B YT, B R N E B D TE AR ( VAT) 3R
R miR-320b 1F T2DM 8 3 I3 b (1 A X 63k 7K
SERRAIG, 112 miR-320b 7KSF-5 HOMA-IR JiEE) B 20 i

FATH A4 E R ERFT RS (20210511)
Y 337 :075000 JATALER R I, T ALt 5 24 B b JE 55 — B B 9 43 i
Bh(ZEmibE X8 454 Rignss SKBKF SHAIME) SRR CRIER)

IRETE B (HOMA-B) #IED), & R A KT 2
mRNA 55 8 H 3 (IGF2BP3) A ALK — b H 221 e
By Z 5P WAHCEE F TE R il IR rh )iz
5, AT AR S BRI F 2(IGF2) Y&k, 51 g
5 B 4 REREIR K T2DM I 45 I KR RE , S8 B8 g I
R T R 7 2 —"% . B AT, T2DM A I A0 B U I
7% miR-320b . IGF2BP3 kK5 VAT K IR AYHH K
PEARARTE R, BORBEIE B 7650 HrixX — [a) 8, L3R4S
Z I IR

XE5TTIE

14 86 2021 451 H ~2022 4F 1 H A2
WrEty 150 451 T2DM 83, e s 80 il L 70 i, AR %
38 ~54 % AW (46.43 £ 6.15) % . A AFRIE.
(1) BIF54 T2DM iZ2WbRifE ™ 5 (2) 4508 > 18 JElw , 4
BRARME: (1)1 BOBEFRSG (TIDM ) FUG BREEAL I ; (2) &
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BEPE RS E D RE AT (3) & JF S R A
o AR TR M RGN ; (4) RSO AL, A
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2. J7k

(1) IR GRS B IR T A RS 1 —
I RGER B SE e s A A dE b, AL 45 ME ) AR % BMIL B
PRpa s R R A B (R g I | & I ) WK s LR
W ML ILI & [ (HbALe) (25 M I (FPG) B
WERE L (WHR) 25 18 1% & 25 (FINS) \HOMA-IR | IfiL &
miR-320b 257K} IGF2BP3 /K F-, HR4E BMI ¥ i
HHEHZ D NIE# 4 (BMI <24 kg/m*,35 ) HH 4
(24 kg/m* <BMI <28 kg/m?*,40 5] ) FAC B 2H ( BMI =
28 kg/m*,75 i) .

(2) PNAIERNG D5 T8 AL ( VFA) R . 32420 2 25 16 3
8 h FHEFR/IME 5 AR, P45 B A, A FH BRI e o3 0 g 1
o 0 2 0 R T TR S5 KT AR AL i
BEL, it T ek i, 8 P A= %y rl BELAE 3 00 12 i D 1 AR
S2 FARFRIG AR S3, 3145 VFA, VFA =S1-82-831%)

3. Giitep b 3 0 SPSS 25. 0 Ak kAT 4
Bro FFEIESAMITHRERL x 5 78, 4LE] L
R ARSI AR ¢ K58, 24118 FLBCR T F A5, 40 1H]
I LL R F SNK-q K56 5 315070k BRI E 43 L
FRCHM LR PR, R 2 504tk mlE 43 br
Al T2DM A 31 JE B 178 miR-320b  IGF2BP3 7K
SR FZm R 2 SR pearson #HE43HT AL T2DM & I
JESEE# VFA (HOMA-IR | Il PR¥ERHE B8 K 1L miR-
320b IGF2BP3 K-F-[Al B AHSCHE, DA P <0.05 FoR 2
SEAGHE L,
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1.3 AH— B R BORE S S ge 2 4G A 48 b HU K
IEH 4 B AL R # BMI JEF \WHR FINS |

VFA HOMA-IR JIfil i IGF2BP3 7K -4 4K ¥k T, Ifil
1H miR-320b ZAKCPAKIKFEAL (P <0.05) , 3 ALBH A
TR ZE RS FE (P >0.05), WE1,

2. B 4H 2 VFA HOMA-IR Az Ifil 7 miR-320b .
IGF2BP3 /K V-5 1lfs IR %% B} 48 b (1) AH S 43 AT < pearson
FHRAT AT R o B4 835 VFA (HOMA-IR JZ Il
1% IGF2BP3 7K F- 5 BMI, WHR , FINS 7K °F- 1 £ 1F 4
2, IML3% miR-320b 7K 5 BMI, WHR ,FINS 7K 314 5
fAF(P<0.05), W2,

£2 HEBEHEFE VEA HOMA-IR K% miR-320b IGF2BP3
A5G R BHEFRIY pearson FHIC 53T 455

- VFA HOMA-IR miR-320b IGF2BP3

& P fH P fE PE fH P
AR 0.102 0.803 0.113 0.760 -0.096 0.933 0.208 0.74
5 0.033 0.976 0.014 0.98 -0.019 0.968 0.023 0.921
BMI 0.447 <0.001 0.453 <0.001 -0.510<0.001 0.460 <0.001
BERBIRTE 0.119  0.801 0.163 0.763 —-0.096 0.895 0.140 0.846
EIES 012 0.847 0.13%4 0.810 -0.166 0.649 0.075 0.926
ENSIMAEE 0.101  0.903 0.103 0.88 -0.122 0.855 0.112 0.878
LS 0.226 0.633 0.118 0.792 -0.144 0.630 0.106 0.825
R S 0.114 0.823 0.213 0.369 -0.171 0.624 0.134 0.695
JEE el 0.120 0.801 0.117 0.766 -0.054 0.8% 0.142 0.711
WHR 0.557 <0.001 0.476 <0.001 —0.434<0.001 0.471 <0.001
FINS 0.413 <0.001 0.469 <0.001 -0.533<0.001 0.49% <0.001
HbAlc 0.141 0.674 0.016 0.86 0.166 0.630 0.034 0.882
FPG 0.128 0.710 0.033 0.823 0.101 0.725 0.052 0.874

3. B E4H B VEA  HOMA-IR 7K F 5 i 7% miR-
320b IGF2BP3 7K - 1 AH I A 73 17 2 pearson AH G 73 #r
ZER R MEMEZH BB VFA HOMA-IR 7K % 5 1M 3%
miR-320b 7K R A G, 5 IGF2BP3 /K34 2 1E A1
X(P<0.05), W#FE3,

4. T2DM A I HE B 235 17 miR-320b  IGF2BP3
K- RZ M R 2 . Z2 e 2 (B A 43 AT 25 2R 7R, VFA
HOMA-IR BMI ¥ J& 50 T2DM & 3 I B 3 i i
miR-320b . IGF2BP3 K- EZEHE (P <0.05), U
4 kK5,

F1 3 ALRH MRV B R SR AT AR LB (3 2 5)
am g Ft BMI Wi BEERELE, (%)) mEd I
(%) [, (%) ] (kg/m*) e (4F) 1= I He mismgE  [(#,(%)] [B,(%)] (cm)

IEWH 35 45.94+5.95 20(57.14) 22.05+1.57 6.34+1.22 26(74.29) 16(45.71)  7(20.00)  6(17.14)  93.41 £8.97
HBEA 40 46.30+£6.09 23(57.50) 26.12+1.62° 6.14+1.35 21(52.50) 18(45.00) 10(25.00)  5(12.50)  98.49 £9.08*
REREL 75 46.73 £6.67  37(49.33) 29.93 +1.88°" 6.29 £1.46 43(57.33) 40(53.33) 20(26.67) 17(22.67) 104.86 £9.25%
F/CH 0.196 0.965 251.441 0.228 4.136 0.964 0.574 1.846 20.027
P1A 0.822 0.617 <0.001 0.796 0.126 0.618 0.751 0.397 <0.001

iR 7 F WHR FINS(mU/L)  HbAlc(%) FPG(mmol/L)  VFA(cm?) HOMA-IR miR-320b  IGF2BP3 (ng/ml)
IEWA 35 0.8120.09 7.50+1.26  9.65+1.29  7.94%0.73  74.85+10.52  2.46=0.41 1.02 0. 14 3.58 +0.52
HBEAH 40 0.87+0.09° 9.04+1.52* 10.03+1.24  8.13+0.90  94.91 +11.48" 3.32+0.79* 0.81+0.10*  6.01 +0. 80"
EREA 75 0.92+0.11%* 13.55+1.78% 10.14 £1.27 8.24£0.98 143.98 +17.51** 5.38 £0.92* 0.64 +0.08*> 9.62 +1.10*
F/x*H 14. 602 207.655 1.804 1.311 315.36 191.097 168.935 566.985
P1A <0.001 <0.001 0.168 0.273 <0.001 <0.001 <0.001 <0.001

S IEW AR, P <0.05; 5iBHEA L, P <0.05
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=3 B F VFA HOMA-IR /K5 1fi7E miR-320b .
IGF2BP3 K11 pearson #0543 HT45 5%

Sk miR-320b IGF2BP3
r {8 PE r i PE
VFA -0.544 <0.001 0.488 <0.001
HOMA-IR -0.519 <0.001 0.423 <0.001

T4 W T2DM A IFAERE B LEE miR-320b K- £ otk

Bl s At 2R
S B S E i pBH 95% CI P1H
VFA —-1.336 0.345 2.987 0.263 0.134~0.517 <0.001
HOMA-IR  -1.036 0.261 3.745 0.355 0.213 ~0.592 <0.001
BMI -0.887 0.310 2.182 0.412 0.224 ~0.756  0.004
WHR -0.294 0.334 0.777 0.745 0.387 ~1.434  0.378
FINS -0.166 0.296 0.315 0.847 0.474 ~1.513 0.575

RS W T2DM A IFAEME RS ILTE IGF2BP3 KRS 2 n et

EYEE 2
K% Bfti S.E i Bl 95% CI P1ii
VFA 1.047 0.271 4.925 2.849 1.675~4.846 <0.001
HOMA-IR  1.075 0.335 4.297 2.930 1.520~5.650  0.001
BMI 0.490 0.241 1.141 1.633 1.018 ~2.619  0.042
WHR 0.103 0.101 0.310 0.108 0.909 ~1.351  0.310
FINS 0.055 0.119 0.217 1.057 0.837 ~1.335  0.641

i #®

P 105 AR Rk m 5 | A M RE A IR, Ik — 23
JnT2DM (R WU A T A e & IR R
BE IR R R BAEL T

miR-320b 5FEIRAG ACUHEE G 1E = BMI, I A 5=
WA B KB, BRI L R 25 (DR)
1) %45 miR-320b 54 FRkAHE, HIOC R BNB5% ™
LR S0 miR-320b 2638 AR R T R A
RINFREED) A miR-320b 1] BEA S B AU A
W) Lac-Phe 114G 1) 98 5 25 B Hh 1945 5 1% - D g,
BN T2DM A I JE B R BOIE 7 kSR AR 9T
Bt R, T2DM 838 ML FERR R85 , 1L 7E miR-320b
JKOF A, BB I 7 miR-320b 7K F 5 BMI, WHR,
FINS /K-S A, 278 T2DM H8 2 10 0 Bk 722 % 55 1.
15 miR-320b K2 L i VFA HOMA-IR 7K P 5
IML% miR-320b /K5 17 AH G, HLY4 8 52 0 miR-320b
HOPR F B Z U N ERR I B 2 A IR AT fg P A4
FH, s T2DM (19 78 J# |, miR-320b & i — 4 34 i %
E S FEAE AR T, BRI IE N

Wu 2514 T2DM SRS T S AR AR TR IGF2BP2
SRR FE eV HE BML ] 7ok | AR R R
Hil =E8J5 , L3 IGF2BP3 /KF 5 T2DM &R 5 U

RIFHOC . IGF2BP3 AR /KT 5500 PR 1 18 B 7K e i
BHHEARITIT A L EnA S M B R 1 R A
P05 , IGF2BP3 3Rk | 4 AE I LA S A o8 T3
P07 IGF2BP3 3Rk 7] 38 2 8 45 4% A -k B ( NF-kB)
Sl AN ARG IGF2BP3 A T LA i m6A
BB 7 CAMKI mRNA (75 58 2k, 417 1) 28 k7 {4
G354 BN CAMKY [ERK  FEASMI i 40 i 98 T A i
PR 077 , 2% it DR O A it ST A % TIGF2BP3
{55 iR YT M55 1 B B (] 78 0T T 41 i ( MSCs )
BT D R A FAE SR B AIE T — R e mg > AR ST
RIL,BEA T2DM 8 I kA2 BE &, 17 1GF2BP3
KBTS, $27R IGF2BP3 /K V-5 H i 1 ot e 5L 1F
A, Bl I —TA T 48, MSCs [ 2R LG 40 fhid 72
H IGF2BP3 FIRHE N, I8 2 /D MYLK 17K P
AR MSCs JE W% B, 0 4fil IGF2BP3 13 35 7] LA
FNR /N R R I s IRPY . ARSIk
SZT2DM 4 3 AR BE 5 % VFA  HOMA-IR 7K F 15 Ifi i
IGF2BP3 7K V-2 IEAH G, #0252 Wil J 5 1L %5 IGF2BP3
KV EZRE FER NIRRT AR 280 IR mIRe#f & fif
IGF2BP3 /KFFt &, b # i) IGF2BP3 1 i ik /0 i il
MYLK 7K A AlE 3F MSCs A8 15 TE B, 18— 2 i el 5
AR

ZE 1, T2DM A3 IE B 8 35 107 miR-320b 7K - F&
X IGF2BP3 /K F-Fhim, —& ¥ 5 VFA (IR MK, %R
M, T2DM 5 & — M B, 2846 W 1f 7 miR-320b
IGF2BP3 /K- A] GEXT 99 B ¥R Y7 AL B0 7 3, I
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