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HZE BRY: 47 miR-125a f£ 5 3 F 4915 A B - F U], b miR-125a 2 s Sk i 55 P 04 5 R A EE b S ok, ik KB EF Ae
Ji & P % 44 fn § , Realtime PCR ##] miR-125a 44 % ik K ,ROC & 5 44 Bolk Fadd Stk . Person 48 % M 4547 miR-125a & &
KT L5 B NIHSS 75 Fe 2 5Lk AR 6948 & M, Realtime PCR A&t MCAO #£ 7 X R i R A= e ¢ F miR-125a & ik K F, 53
A E ST, 94T FE 3 F MCAO A X R JiAk 5tk 42, Realtime PCR F= Western Blot ;%441 AQP4 mRNA Fe % & 69 % ik
K, BER AR —ENEF] 70 4] EF Fo 50 5] Ee o bk i 5 b B F 69 b RAEKR, BLEA MR (2= 1.469, P = 0.225 ) Fa 5-#5(Z = -0.
208,P=0.835) L £ 5, HehbkEd s &F b b miR-125a 2k KF & FEFA(Z=-7.01,P=0.000), ¥R EH P
miR-125a & & K- A& TS R B EH(Z=-2.183,P=0.029), e F miR-125a £ & KP4 K 4 E5 H Fo b fn i 5 oF & 4 094
Bkt Aot b 847 (ROC = 0.876, P=0.000), 32 ¥ miR-125a & ik K-F 15 &% NIHSS 34 E48 (r=0.303,P=0.032), e ik
FeARAR EAR KM (1 =0.399,P=0.004), MCAO X & Ji B + miR-125a & & K-F % (t=28.918,P=0.000), f2 3 % miR-125a &
ERFH 5 (1=4.928,P=0.000), & & it 5 fo 3 F miR-125a ik K-F 2 EAA%(r=0.823,P=0.044), % 3 X#F,sh-miR-125a 28
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The Role and Mechanism of miRNA-125a in Stroke*
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ABSTRACT Objective: To explore the role and mechanism of miR-125a in stroke, and provide a theoretical basis for the
application of miR-125a in the treatment of cerebral ischemia. Methods: Collected the plasma of normal and stroke patients, detected the
expression of miR-125a by Realtime PCR, and analyze the sensitivity and specificity of ROC curve. Person correlation analyze the
correlation between the miR-125a level and patient's NIHSS score, and cerebral infarction volume. Realtime PCR detected the expression
of miR-125a in the cerebral cortex and plasma of MCAO model rats, and analyze the correlation. 9.4T magnetic resonance measurement
of cerebral infarction volume in MCAO model rats. Realtime PCR and Western Blot methods were used to detect the expression of AQP4
mRNA and protein. Results: 70 normal and 50 ischemic stroke patients' plasma samples were collected in this study. There was no
difference in gender (2 = 1.469, P=0.225) and age (Z =-0.208, P = 0.835) in the two groups. The expression of miR-125a in the plasma
of ischemic stroke patients was higher than that in the normal group (Z=-7.01, P=0.000). The expression of miR-125a in the plasma of
patients with good prognosis was lower than that of patients with poor prognosis (Z=-2.183, P=0.029). The expression of miR-125a in
plasma has good sensitivity and specificity in distinguishing normal patients from ischemic stroke patients (ROC = 0.876, P = 0.000). The
expression of miR-125a in plasma was positively correlated with the patient's NIHSS score (r = 0.303, P = 0.032), and positively
correlated with cerebral infarction volume (r = 0.399, P = 0.004). The expression of miR-125a in the cerebral cortex of MCAO rats
increased (t = 8.918, P = 0.000), the expression level of miR-125a in the plasma increased (t = 4.928, P = 0.000), and the level of
miR-125a in the cerebral cortex and plasma was increased and they were positively correlated (r=0.823, P=0.044). On the 3rd day, the
cerebral infarction volume of the miR-125a knockdown group was smaller than the blank control group. The mRNA and protein
expression of AQP4 in the miR-125a knockdown group were lower than the blank control group. Conclusion: The expression of
miR-125a in plasma has good sensitivity and specificity in distinguishing between normal and stroke patients. Inhibition of miR-125a
expression will reduce the expression of AQP4 and the volume of cerebral infarction, which provides a theoretical basis for miR-125a in

diagnosis and treatment of cerebral ischemia.
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RNA 22 AL KA RNA #2105 8%, SYBR Green 4k}
PEATARX R 44, L GAPDH [ZEAME AN S . 5187500
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2.1 BE—RRYFE

AMFFE— S B 70 ) 1F H A0 50 (iR m P A b B
HIIMBEAEAS o TE 8 A4S R 49(39.75-56) % , Il A= - 1Y
AR R 50 (37.75-61) %, LRk, Z = -0.208,P =
0.835, IEHARS /Ly 46/24, Wb BB R /Ll
38/12, R, 2 = 1.469,P=0.225, % Rankin 43403FA
50 A< B TP U RAFRA 22 6], BUSAS RAOAT 28 #il.
2.2 miR-125a 7EFR MM ZE B A RIB RAB K E S 4T

Bl P ARG AR R I P miR-125a KA K T iE 3 %
(1.85(1.4-2.5) VS 0.85(0.4-1.3)), &Rk FilA&G K ,Z = -7.01,P =
0.000, 2R HAGIFE X (K 1A), BRI EE MK F
miR-125a RFKFRTHEAREE (1.6 (1.275-2) VS 2.3
(1.45-2.6)), R, Z =-2.183, P = 0.029, 2% 5 HAA % it
27 Y (E 1B), I3 miR-125a ik K AL X 4 1E 3 3 Fll
I A 2 v R T OB AR b A, 45 ROC &k 4 HT,
ROC =0.876,P=0.000([& 1C), I3 miR-125a kK5
H % NIHSS TE431F A5G , £ Pearson AHGHESMT , r = 0.303,P=
0.032(& 1D), IfiL 3¢ 1 miR-125a 2 35 7K - FRi 45 56 (AR IE A1
%, 2 Pearson M4, 1 =0.399, P=0.004( [ 1E).

2.3 MCAO #&BIK fR i B R A0 M1 3% Fh miR-125a fFRi%

SIE# AL, MCAO K BUIK B2 B th miR-125a ik/KF
FHE (4.6 £1.03VS0.97 £0.13), £ tiEI4HT,t=8.918,P=
0.000, =5 HAGIEE L. (K 2A), i3+ miR-125a Fik
KFEFE (2.1 £0.52 VS 0.99 + 0.17), 2% t KB 40H7 ,t = 4.928,
P=0.000, 5% HA G252 L (F 2B), ik FiH miR-125a
FBKFE M H miR-125a F KRR IEHSE, £ Pearson #
LML, r=0.823, P=0.044( & 1D),

2.4 B miR-125a 4> 7 MCAO X R sE L 7R

5 NC 2441 1t , sh-miR-125a 20 il B2 it o miR-125a ik Kk
SEREAR(0.51 + 0.17 VS 1.06 + 0.27), 2 t 34307 ,t = 3.013, P
=0.039, 5 BA G2 L (E 3A), MR KA R Tt
&, RN M B0% 697 22 4397, sh-miR-125a 20 F1 NC 411
Jil AL AR AR A 2 %) (F = 15.71,P = 0.000), % 3 K},
sh-miR-125a 21 A SEAA TR/ N T NC 41(1# 3B,C).

2.5 B miR-125a 1% AQP4 ik
NC 415 sh-miR-125a AREFEFEIG5E 1 KAI%E 3 K AQP4

mRNA Fik/KF L, Sk E S M EdEr o 2000, AR
6] 5 J8] B AQP4 mRNA % k4 25 (F=8.258,P=0.009),
sh-miR-125a 1 il NC 41 ) AQP4 mRNA £ ik H 2 5] (F =
5.959,P=0.024),% 3 KN}, sh-miR-125a 41 AQP4 mRNA Fik
JKT/NF NC 41, NC 415 sh-miR-125a 41 HESE 545 1 KA
%5 3 K AQP4 T A F KK i, R E B I AR 85 2243
Bro AR H] S RIS AQP4 B 3R 2201 (F=16.69,P=
0.000) . sh-miR-125a 24 1 NC 41#Y AQP4 &5 [k A 22 5(F =
5.004,P=0.037)([& 4B,C).
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