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W OE.HA R 2 B4R (T2DM) 4 5F 3 B #1535 F (NAFLD) & # &2 7 miR-34a & & K-F 5 A
R A F (LFO) Ak B £ MR (R £ A, Fix IR 2018 4 7 A £ 2020 4 7 A M4 8 118 4] T2DM
B ML G 45 NAFLD 4 % T2DM 48.(66 #)) A= NAFLD 4 (52 #]), *F b @ 28 & % — fx At fo o 3
miR-34a A8 %+ & ik K F, £ B Spearman #8 % 5 # NAFLD 4 % % & iF miR-34a A3t R A K-F 5 LFC Ak B &
FEIF I (HOMA-IR) ¢ 48 % #, £ A % B % Logistic @ )2 4 # T2DM # # 4 5f NAFLD #4 %@ A %,
LR NAFLD A& FARF T (BMD , Z 844 (TG) AKE E A5 & 9 iz B 8 (LDL-C) . X 1T & & B 2 A 4
# 8 (AST) . A RBR AL #4558 (ALT) .= MM 5 & (FINS)  #4 f2 40 % & (HbAlc) ,HOMA-IR, LFC, miR-
34a KFBAEFH T T2DM 4 (P<0. 05) ; Spearman #8 % 5 # % =, NAFLD 28 % % o /& miR-34a A8 5F & & K F
5 LFC.HOMA-IR 2 EA8 % (r=0.741.0.591,P<C0.05); ¥ B % Logistic @2 5 # % 5 ,BMI(OR =1. 544,
95%CI:1.071~2.227) \ALT(OR=1. 083,95% CI :1. 029~ 1. 140) ,FINS(OR = 1. 446,95% CI : 1. 036~
2.320) .JHOMA-IR(OR =1. 348,95%CI :1. 064~2. 653) \LFC(OR =1. 401,95%CI :1. 024~1. 916) ,miR-34a
(OR=1.143,95%CI :0. 805~2.535) %4 T2DM & % &3+ NAFLD 1k = & |/ % (P<<0.05)., 4&it T2DM
4-5F NAFLD & # fo % miR-34a A8t 2k K F 9 2 EJF, 5 LFC ## HOMA-IR £ E48 5% , miR-34a 4 T2DM
4 JF NAFLD #9235 & B/ %,
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Relationship between serum miR-34a expression with liver fat content
and insulin resistance in patients with T2DM complicating NAFLD "
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Zhangjiakou s Hebei 075000,China
Abstract:Objective To investigate the relationship between serum miR-34a expression level with the liv-
er fat content (LFC) and insulin resistance (IR) in the patients with type 2 diabetes mellitus (T2DM) compli-
cating non-alcoholic fatty liver (NAFLD). Methods A total of 118 T2DM patients admitted to this hospital
from July 2018 to July 2020 were selected and divided into the T2DM group (66 cases) and NAFLD group (52
cases) according to whether comlicating NAFLD. The general data and serum miR-34a relative expression lev-
el were compared between the two groups. The Spearman correlation analysis was used to analyze the correla-
tion between the serum miR-34a relative expression level in the NAFLD group with LFC and HOMA-IR,and
the multivariate Logistic regression was adopted to analyze the influencing factors of T2DM complicating
NAFLD. Results The body mass index (BMI) ,triglycerides (TG) ,low-density lipoprotein cholesterol (LLDL-
C) ,aspartate aminotransferase (AST) ,alanine aminotransferase (ALT),fasting insulin (FINS), glycated he-

moglobin (HbAlc), HOMA-IR, LFC, miR-34a in the NAFLD group were significantly higher than those in
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the T2DM group (P<C0. 05) ;the Spearman correlation analysis showed that serum miR-34a relative expres-
sion level in the NAFLD group was positively correlated with LFC and HOMA-IR (r=0. 741,0. 591, P <<
0. 05) ;the multivariate Logistic regression analysis showed that BMI (OR =1. 544,95%CI 1. 071 —2.227),
ALT (OR=1.083,95%CI :1.029—1.140),FINS (OR =1. 446,95%CI :1. 036 —2. 320) , HOMA-IR (OR =
1.348,95%CI :1.064—2.653), LFC(OR=1.401,95%CI :1. 024 —1, 916), miR-34a (OR =1. 143,95%CI :
0.805— 2.535) were the independent risk factors for T2DM complicating NAFLD (P < 0. 05).
Conclusion The relative expression level of serum miR-34a in the patients with T2DM complicating NAFLD

is significantly increased, which is positively correlated with LFC and HOMA-IR. miR-34a is an independent

risk factor for T2DM complicating NAFLD.
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2 BOBE R (T2DM) 2 R g & R HE T (TR B R 5
BT WA R T 5 B — S . O R R Y L 2R
R, EAER T2DM B B #i 4 T, 5 B0 K B 7 3%
FHSZ HFBET NECH 22 39 . ™ 5 52 ) 42 3Kk A 1 4
FEft L ARTORS PR G D7 I (NAFLD) & —Fh 5 IR Al
WAL Ty PR U0 M G R RN b B S
T2DM 7 76 B W ¢ B, 8048 /R, 4090 ~ 50 1
NAFLD 54 B = %, 50% ~70% /) T2DM
BB AT IS AR 5 s NAFLDY . 7 4R 38
/RS EFF NAFLD f9 T2DM B M50 =60 & IR &
Sk P, AT 3G I R RE A R L RF £F 4 Ak = R &
AR R R R e A I BUR R O
T2DM ##& NAFLD &Ry 2 B E 2 L,
O K% W5 B 1R (miRNA) & — 28 oy 35 7 3 40 15 /)
RNA, A i 2 40 i i) 2 Fp 2B Wy D g, o 58 R 81,
miRNA 7£ T2DM 5 NAFLD B % 4, & & 7 b 4
WE MG, miR-34a & —Ff miRNA, © F # 8
Ay RIRR, 25T T2DM™ 1 NAFLD ™ &% . {H 56
THFE T2DM 4 3 NAFLD o (% 4E FH 8 20 BF 58 4
W, AP FEERGT T2DM 4 3 NAFLD % 1%
miR-34a R K K5 BE N & & (LFO) & IR By %
RLOBARENT .,

1 B{HEFE

L1 — R mBCARRBE 2018 4F 7 A & 2020 4F 7
HUiE 1 118 ] T2DM 35, = 55 88 ], £ 30 il 5
SRR 42~76 % 1 (58. 69 6. 44) % 5 1K T B 45 5L
(BMD 18~30 kg/m”, F{ii BMI 23 kg/m*, &
47 NAFLD 43> T2DM 4H (66 i) Al NAFLD 4
(52 ) . A AFFUE: (1D T2DM F54 ([ 2 BB R %
Bl iA 36 M (2017 4F D)™ A9 32 W7 bk 1 s NAFLD 4%
A TG 1 Wi 5 6 Bl 36 45 me (2018 B3 D )
A2 W FR T LEC=>9. 15 % ; () I R BRI 52 8 5 (5)
W HATEEE S . HEBRBRUE . (1) B T2DM A i o Ath 2 Y
W R £ 5 (2) IERE AL GRS 1 0 L 245 4 P I 60

non-alcoholic fatty liver;

miR-34a; liver fat content; insulin

9o T PR TE 8 L HE o A DG At S D 5 o 5 (3)
Wes i T V) | BfE K 2R A [ e 5 24 )l ) s 5 () BE R
o R 5 il AE A R D AR S 2 (5)
TR & SR =>30,2>20 g/d #; (6) = H L,
fili JFVETDIREA 2% . KR AP e B2 51 it
e B KRR B ST .

1.2 ik

12,1 — My WA B E - RERE, W
WM A O BMILIK & (kg) /& & (m®) ] EE 1
(WHR, IE ¥ /% BED | i /& [ U 46 = (SPB) | &F 3% &
(DPB) 1,

1.2.2 MG LIEARR I SRR E AR K H I
J= 5 mL 25 E# kI, 3 000 r/min B> 10 min, 4355
I3 >R FHE B BS-200 4= 2l A8 Ak 20 A 4000 5 &R
B CTC) , = Wt H b (TG) . & % 1 g & (8 [ i
(HDL-C) iK% B g #& 1 IH [ BE (LDL-C) | %5 I8 1 b
(FPG), 7= i B¢ & £ (FINS), ¥ifb il 21 & A
(HbAlo) \KITAZ MR 2 5 i (AST) TN & R &
FEEERS T (ALT) K, R H HOMA Fa 24 B0 78 3 53 il
B Z 4L 045 [ HOMA-IR, FINS (mIU/L) X FPG
(mmol/L)/22.5],

1.2.3 Il miR-34a LIKKFMlE  RH] Trizol ik
Flg O N A2 80 A Y FEHECA R A R 4 HC I T R
RNA, TakaRa % 53850 & O Mz BUAE YR A R
I ED B S A L cDNAL A miR-34a 5 917 31 ( -
. 5'-CCCACATTTCCTTCTTATCAACAG-3"; F
I :5'-GTGCAGGGTCCGAGGT-3"), R FHSEmt5¢ %
JE i PCR & #EA7 R I, W 45 - 95 °C 30 5,95 °C
10 5,63 C.72 C, fF ¥ 40 &, L U6 C F¥f. 5'-
CTCGCTTCGGCAGCACATATACT-3'; F #if: 5'-
ACGCTTCACGAATTTGCGTGTC-3)1EH N % i
FAAZIE .27 2 B B 7E miR-34a XK K,
1.2.4 LFCW&EE A RHEAKRE¥#H GE
LOGIQ E #7512 Wi A 47 88 75 B 107 2 o 4G £



o 472 EfFhiESR 202242 A% 43 %% 48 Int ] Lab Med,February 2022, Vol. 43, No. 4

FIFH NIH BG4 51 200 0 5 B B IR % 0 XK B 1A
T AL T B TR AL AR U XTA S5 etk i 1 H 5
XI5 LFC,

1.3 Siifephb ¥ R SPSS26. 0 48 # f4 ik 47 %k
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HiH NAFLD # (n=52) T2DM 41 (n = 66) X7 P
PR B/ 2o /n) 37/15 51/15 0.574 0. 449
RS (TS ) 61.85+7. 29 60. 56 5. 75 0.238 0.812
BMI[M (P .. P;) kg/m”] 26(25,28) 23(21,24) —3.794 <0. 001
WHR[M(P,..P;.)] 0.94(0. 88,0. 99) 0.95(0. 86,0. 99) —0.119 0.905
SPB(Z +s,mm Hg) 132. 2513, 26 127,42+ 15. 10 1.817 0.072
DPB(z+s,mm Hg) 81.56%14. 55 79.29413. 77 0. 867 0.068
TCLM(P,; P ;) .mmol/L] 4.82(4.22,5.13) 4.86(4.07,5. 45) —0.141 0.888
TG(T %5, mmol/L) 2.1340. 85 1.4740.71 1.604 <0. 001
HDL-C(x +5,mmol/L) 1.3640. 40 1.3140. 40 0.661 0.510
LDL-C(x + 5, mmol/L) 2.84-0. 98 2.3840. 84 2.787 0.006
AST(x+5s,U/L) 25.43410. 89 21.30£10.06 2.052 0.042
ALT(x+5,U/L) 30.42+12.59 20, 44+11.00 4,593 <20.001
FPG(Z s »mmol/L) 7.9443.93 7.3843.77 0.781 0.436
FINS(x %5, mmol/L) 10.353. 91 8.2044. 06 2.913 0.004
HbAlc(x+5,%) 10.03+2. 46 8.62+2.07 3.397 0.001
HOMA-IR(Z £5) 3.37+1.25 2.3841. 00 1.808 <0. 001
LEC[M(P,.,P;.)» %] 12.10(10. 68,13. 76) 5.87(5.23,7.91) —9.302 <0.001
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x2 T2DM &3# NAFLD EMEZEME E=
Logistic [B )3 4 7

AFht 8 SE  Wald X* P OR(95%CD)

BMI 0.434 0.187 5. 405 0. 020 1. 544(1. 071~2. 227)
TG 0.147 0.085 3.022 0.082  1.159(0.981~1.368)
LDL-C 0.553 0.343 2,603 0.107  1.738(0.888~3.404)
AST 0.047 0.032 2,108 0.147  1.048(0.984~1.117)
ALT 0.080 0.026 9.306 0.002  1.083(1.029~1.140)
FINS 0.695 0.528 10.317 0.001  1.446(1.036~2. 320)
HbAlc 0.089 0.150 0. 351 0. 554 1. 093(0. 815~1. 466)

HOMA-IR 0.208 0.422  8.202  0.004 1. 348(1. 064~2. 653)

LFC 0.337 0.160 4. 456 0. 035 1. 401(1. 024~1. 916)
miR-34a 0.317 0.528 9. 270 0. 002 1. 143(0. 805~2. 535)
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