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Abstract Objective To compare the expression levels of microrna — 142 —3p (miR - 142 -3p) in peripheral blood mononuclear
cell (PBMC) of patients with Graves disease ( GD) and healthy controls. To explore the possible role and mechanism of miR — 142 —3p in
the occurrence and development of Graves' disease. Methods PBMC was extracted from 37 patients and 15 healthy controls by density
gradient centrifugation,and the levels of miR — 142 - 3p were detected by Taq Man real — time (RT) PCR. The correlation between miR —
142 -3p level and TT,, TT, and TRAb was analyzed. Results The expression level of miR - 142 -3p in PBMC of GD patients (0.378 =+
0.199) was significantly lower than that of normal healthy control group (1.104 +0.421). The difference was statistically significant
(P=0.003). MiR -142 -3p was negatively correlated with TRAb, TT, and TT,(r = -0.364,P =0.027;r = —-0.437,P =0.007 ;r =
-0.337,P =0.042) . Meanwhile receiver operating characteristic curve(ROC) suggested that the value of miR — 142 - 3p in diagnosis for
GD was high( AUC) =0.917(95% CI1:0.806 —1.028). Conclusion The down — regulation of miR — 142 —3p expression is associated
with Graves disease and may play an important role in the occurrence and development of the disease.

Key words MiR - 142 - 3p;Graves disease; PBMC

Graves Jji /& —Fl [ B R PEBNG , Graves JifEZr RWIVFZ MU RNA 78 FUR IR D R T #F b & #5  2E4E
PR RAERL N 3% , 5546 0.5% W P — FI o A 0TS 438 A AR R 2 UL B Graves i SR %
A KRy Graves i B A fE L' o /N RNA B — Hig miRNA 58 08 5 B4, A 28 5 50 4 1 2042 40
KA T B AEY P 0 HE 9 S 4% /N RNA 43 ﬂ@%%uﬁaéﬁﬁ 4F miRNA 1] B8 )8R TG S7 Graves 5 [
T B AR L ] mRNA SR L E BB mm st R R miR - 142 75 A R S R
A NS 5 IR AR — FR 5 52 A B B RN, ) =, B 5| 4% miR - 142 - 3p A El4E miR - 142 - 5p,
SRR DR G B V) . AR SR Ok 2 b oY Horp miR - 142 -3p L5504 T T 4, &3 CD4" T
20 e 65 M R R VR L RB B R AIC CD4 T T 48 g 1Y
AEYIEYE . miR - 142 - 3p RKK W5 2 Fh A KL NK

He I H < 2RO IR TR R B R S 0 H (20160328)
YR BAAL 233000 B I R 2 6 B — B I I 79 o0 0 B (il B L 3

BEH T8 4 ) ; A B O B IO (1 3 AR AT A5 P RAEBNT S AE IR A6 K T SRR L
SEIEH G B 48, T {54 2 jyziyz1999@ 163. com LR X A R A BRI, R miR -

. 148 -



B2 201948 10 1 4548 % 45 10 I

e B

142 = 3p 7545 Floge s b i 4 & 0 ok W 98 4 80, (3
FEAE FOIR AR B B Gy P v o | N AT S8R 20,
HJZ Graves 55 J7 0, = Y H AT A WA G HiE . A
TSR AUARFE miR — 142 = 3p 7 Graves i ' i AT A
YER, Il i FLRE 5 A Graves ik 1236 1Y 8T 19 4E
P bn 5 5 T AR
MEE5TE

1. RS8R 4 6 45 2018 4F 2 1 ~2018 4E 7 1
[i] e i 2 [ 5 — R U8 5 B N 4 W BT 2 012
Graves i 1) 85 37 3], [] 399 Sz £ A 4G v 1Y £ B 35
JE& 15 6, 43 BIAE N GD 4 A E & X BR 2, W04l oF
T ZAE R S — S O R, 25 R R g
So ARFTH T IAFEH BERAC =T o H i, T A
R Y IR) R O B A IR R T

2.GD AP AbRUE: DR E A Z BBV K ERE
R TR 0 B PSS A AR R ARAE s @ AR
JRAS ) A B i K @AM AL I BT (KT, 3% &, TSH 3 fIK
TRADb 4 5 o HEBR b5 o - 4 U 50 2L 30 LM A O ik
Yo A I HA N 23 WA 5 0T HoAL 2% & g s

3.0EH X B2 (M R L) AN A bR oE: D S A I
FT, FT, TSH IE% ;@2 5 & RG AL R IER ;O
s MRS GD AUV L o AR I 3L Lo BR A

4. PBMC SR RNA . W20 B 5T %) % 43 3] 3
SR IS JE # B I Sml, 42 0 #F EDTA B #8455 o,
A B 40 B 45 B Sml, LS5 BE B B B0 vk 1E AT 4y
B IO AN A i BSR40 L (PBMC) o TEL RNA R
AR B & (L Sagon 2y ml ) i 48 A Ul B 4R O
RNA,

5.RT - qPCR # Il miR - 142 - 3p £k K F: R
JH ABScript I ¢DNA First — Strand Synthesis Kit & 5]
& (R ABclonal 24 A)) i A7 [ e 5 )5 ok F 2X
SYBR Green Fast qPCR Mix No Rox &7 & (#7X AB-
clonal 24 ®] ) #47 qPCR, %S5 LA U6 S 2, U6 Fi
miRNA 59y i1 b 5 2B W B ECA BR 2 | & .
miR - 142 - 3p R %51 ¥ ¥ 9.5 - GTCGTATC-
CAGTGCAGGGTCCGAGGTATTCGCACTGGATACGAC-
TCCATA - 3'; miR - 142 - 3p LB ¥ F 4.5 -
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