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WE: BE RARUE LGSO B SN A AN (PBMC) H miR- 132 184 41 i 4 A6 26 14 -1 (MCP-1)
923K B TER Bk G k) WAe AR BE AR SEME . Jrik WCBE 2018 4F 10 H 2 2019 4 2 H T P4 22588 K
P — WA IR % B 1 B £ 2 3 216 491, FE b R B i L0 00 ((UAP) 126 461, A 56609 (NCHD ) 90 {81, 1 %% J35 s i
BLO YT Sr B PBMC,RT-gPCR #2i1 miR-132 1 MCP-1 mRNA MY A5 . [LEL miR-132 F1 MCP-1 mRNA [
ARG )5 I 2 ML SO Gensini PEAFAOAHOCHE . R UAP 41 miR-132 % MCP-1 mRNA 357K 1)
% F NCHD 41 (P<0.01) . T4 4% PBMC H* MCP-1 mRNA 15 miR-132 ik /K F 5 1EAH % (r=0.706, P<
0.01) o MR 6 ks 728 1L 45 S B0 Gensini TE43 % UAP (R 3 N B 3 K = YR8 W eH (n=42 .47 37) fil
&5 Aoy KA WA (n=45 41 ,40) . 58572 WA, S I £ 32 4H miR-132 K MCP-1 3Rk K F-HyHh
(P<0.05) . S{RIMIELIARH, 4P RS 43 IE 4 miR-132 % MCP-1 mRNA k7K P23 ( P<0.01) , Gensini i
557415 miR-132(r=0.619,P<0.01) Al MCP-1 mRNA 3RiA/K-(r=0.623, P<0.01) ¥ IEAH . ROC 27 Hr
718, KT SEE IO B S 2 W, miR-132 ) AUC 2 0.720(95%CI:0.624~0.815,P<0.01) ,MCP-1 f#] AUC 3y 0.742(95%
CI:0.647~0.837,P<0.01) B RIS WHLAE, 53 UAP 3% PBMC /1 miR-132 kA THs , I FL S 4 hE K T
MCP-1 K- SETEASE, UAP % PBMC fi1f miR-132 i MCP-1 K S o B 57 T B A 45
KGR ARERLOLIRE; AMNEILAA AN BUNERERIR-132; SR AU -1; SRS oR TR
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Expression of miR-132 and MCP-1 in PBMC of patients with unstable angina

pectoris and their correlation with coronary artery disease
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Abstract: Objective To investigate the expression of miR-132 and monocyte chemoattractant protein-1 ( MCP-1) in
peripheral blood mononuclear cells (PBMC) and their correlation with the severity of coronary artery disease in patients
with unstable angina pectoris (UAP). Methods A total of 216 patients admitted to the First Affiliated Hospital of Xi’an
Jiaotong University from October 2018 to February 2019 were collected, among them 126 were UAP ( UAP group) and
90 were non-coronary heart disease (NCHD group ). PBMC were isolated by density gradient centrifugation, and the
relative expression level of miR-132 and MCP-1 mRNA were detected by RT-qPCR. The correlations of the expression of
miR-132 and MCP-1 mRNA with the number of diseased coronary arteries or Gensini score were compared. Results
The expressions levels of miR-132 and MCP-1 mRNA in UAP group were significantly higher than those in NCHD group
(P<0.01). There was a positive correlation between the expression levels of MCP-1 mRNA and miR-132 in PBMC of all

patients (r=0.706,P<0.01). According to the number of diseased coronary arteries and Gensini score, patients with
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UAP were divided into single-vessel, two-vessel and three-vessel lesion subgroup (n=42,47,37) and low-, middle- and

high-score subgroup (n=45,41,40). Compared with single-vessel subgroup, the expression levels of miR-132 and

MCP-1 in the two-vessel and three-vessel lesion subgroup were significantly higher( P<0.05). Compared with the low-

score subgroup, the expression levels of miR-132 and MCP-1 mRNA in middle- and high -score subgroup were

significantly higher ( P<0.01). Gensini score grouping was positively correlated with the expression levels of miR-132
(r=0.619,P<0.01) and MCP-1 (r=0.623,P<0.01). ROC curve analysis showed that for the diagnosis of severe
coronary lesions, the AUC of miR-132 was 0.720 (95%CI ;. 0.624-0.815, P<0.01) , and the AUC of MCP-1 was 0.742
(95%CI . 0.647-0.837, P<0.01), all of which had high diagnostic efficiency. Conclusions The expression level of

miR-132 in PBMC of UAP patients is increased and positively correlated with the level of inflammatory cytokine MCP-1.

The levels of miR-132 and MCP-1 in PBMC of UAP patients are expected to be used as predictors of coronary lesion

severity.

Keywords: Unstable angina pectoris; Peripheral blood mononuclear cell; Micro ribonucleic acid-132; Monocyte

chemoattractant protein-1; Severity of coronary artery disease
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PRAEAE BN DK FERE AL 10 A LA Pk SR
RAFMMIAE R K 725 T 3l ok obs B B8 A0 T 1 A 35
oyt A 3 B Jkooks B R A o T 1) i AR K
Y MU (microRNAs, miRNAs, miR) &
— RN TETEIE gAY RNA, BeIR 17 L 3Rk, HA )2
f9 A L FEARON. o IF 5 & B, miR-126  miR-132
miR-146 .miR-155 F1 miR-221 & £ # K SEHH XA i
V%) B LT SR PR 1, TR AR S 18 1 e e A
AW, miRNAs 2 3h K RERE 1k % 25 | % J 1o Sk
R LSRR oE i 2 R o) R A 1) 1R 3
& FHRE T3R5 LB W AR 0 S AR B IR AR Y
SN Toll HESZAK 4 ik (N REARLA0 TE Jl B R 4 A=
JSCFEH i RH [ P S A 45 Bl Tk ok A 5 A A A ) O
HA

miR-132 1 2y 58 i 15 [R5, B SE AR 18 P 5
PRSI 10 2 X 5G9 4% J8 3 A0 T It B4 A% 400 i
(peripheral blood mononuclear cell, PBMC) H1Hf i 7}
w0 TS 2 5 AR B o R A B A 1R
B . WFSE A miR-132 82 [ {5 5455 5 1 (silent
information regulator 1, SIRT1)3' AR FHiEX 1, (3'UTR)
IFREACHTEPE . DTBK SIRTL YLUESE AT LB L £ 4
kAL #% K ¥ kB (nuclear factor kappa-B, NF-kB) & &
Yy p65 Ak E HAM ] NF-«B {55445 SIRT1 il i
PRSI B TR VBTG K ( AMPK) el 4 A it 1%
FEYIEG AR o (PPARQ) i ST 400 A4 154 5 400
TG SZAK v B WOE L 1o (PGC-1o0) B AL BE Y 7
Az, [) I 3 2 TR - o BE 40 ] NF-kB {5 5 1% 5 58
i A HREIE SR A NG T 40 R A S miR-
132 [EAIK SIRT1 4519 p65 Jii L BEAL, 1T ASHG NF-
kB, IL-8 I B 4% 4 i & 1k & 1-1

( monocyte

chemotactic protein 1, MCP-1) [g#5 5%"  LL F#F5E
S54RI, miR-132 J ) SIRT1 354, 7l fE £ PBMC
B RIE VR . PR, AESE B TR R
EW > 49 (unstable angina pectoris, UAP) B 2
PBMC Ht miR-132 Jz MCP-1 [k J H 5 5k 3 ik
i 722 AR ) AH DG

1 #RS®

L1l R3H WSS T ST, 99 A 2018
10 H 22019 42 H T P92 58 KAE 2 — Mg B2
BeAERe & o AN A PR A5 5 (2020 45 WU O s
seoxdk ST Brif i B 200k e IR 3l ik 25 & 1F 45 PR 4R
) UAP (2T hifi, 26 900 >20 min #0042
A, BB & D SO, BT 1 PN B e TR0 0 E R
JneE, SO0 IUEESE 1 R AR B8 , O L AT
WL ST B Je T i el A2, 0 LA 1 7 75 40 G T 245 SR
N B, AT A2 R AR Bl ks A BB A 1 O
I (O ) R UAP 41, etk 3l ko 52 i etk
Blihk CTA HERR &R 3l bk B 9% 19 I 5 20 ( non-coro-
nary heart disease, NCHD ) £ 2% X} B 2H . HE B b
HE: (1) BIFA L4 H RPN . B B e PEpis %
PERMRE A ; (2) h B I REA 2 [ JE T MDRD Jy
R4S 0y B b sk ad F A THE <60 ml/ (min -
1.73 m*) SR WiE 23T ] 5 (3) th B T ThAE A 4
(ALT=IEH mBR 3 %) 5 (4) 3 1 A H 35 Wty ek
e (5)i 1 A SMBEFAR S 16 S i s
(6) G IF O WU O JUE RN g , ™ B O 2R ™
O 3 vy RS DA 1 2 0 =5 55 0L 3 8 < 30% ) £
Ho AW ZACHNZE RS HEUE, I A B 58 X5 5 1%t
AHOCHIF T R [R] 2
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1.2 ARAREFRKPBMC ARSI BRHE, A
Bt 24 h WK HIER) RESEFKIA S ml (SR I HT
PIRGTAWiRIT ST AR TH0) ,2 000 %/ min, #5.05
4% 8.7 em, B0 10 min, [ 20 055 A B0 45 0 PBS
210 mlIRA) . B 1S ml S04 I AN A E Il ik 2 41
L5 S S ol K 1l 210 A2 92 12 B T N AP Ik
Y B VTR L, SRR 2 000 5%/ min, 850002
7 8.7 em, B5.0>20 min ( FHFE B0 0) , I
) 2 Z5 R A bk L 40 AR 2 B o PBMC, F PBS {536/ G
fifi EP 45 -80 C VAt o

1.3 RT-qPCR % RT-qPCR {45 3 46 I i 2 B
PBMC ' miR-132 F1 MCP-1 mRNA #{ %f 3 ik &,
RNAfast200 {55 & 4 15 1 $2 HUE RNA , H Nano Drop
Rl RNA ¥ B Jz 4l i, ¥E L 1.8 < A260/A280 < 2.1
IREAS 5 550 <DNA, -20 CHRAE. 519750 (5'—
3'),miR-132 {51 #: ACA CTC CAG CTG GGT
AAC AGT CTA CAG CCA, miR-132 R 5| 4. CTC
AAC TGG TGT CGT GGA GTC GGC AAT TCA GTT
GAG CGA CCA TG;MCP-1 L3519 : AAT CAA TGC
CCC AGT CAC CT,MCP-1 Fi¢5]4: TCA GCA CAG
ATC TCC TTG GC, 4%k U6 .GAPDH JNZ:, W
2,95 °C 10 s FiAs 1,95 °C 5 s AP, 60 °C 15 s 3B
&, 72 C 10 s 2Eff1, X 45 fE#F, Real-time PCR
Bio-Rad iQ5 RAEEY ™ ¥ i 2615 5 IF A sh 7
ARAGY 3 i e A ot 2R, O AR i A DU 45 SR 13 S G
{8, MR R IR R 272 2 A A

1.4 ARFBRm LA N IR s kol B 4h R
3 A 28 55 1 e AR Bl kA A BRIk ST v
G308 L Y AR U S AR B Ik N AR B A (=
50% ) B S e B S L A ImT e 2 L A et R B kAT
SOR BSOS AR 2 SCAMEUIRAE 3 A B CH
ZERAR R SIS A S VB S A DE S
I3 IE A ZE i R S 28 IR E S AT AR B k. A8
T2 BAE L 50% TR AL . F e 4R 2 ik
P A8 I 8 B K UAP 4143 R B S0 AR LS A8
AR . 53 R Gensini 3T 40 K 64k 3 ik
P 75 7 AR BE (K FR 1 , Gensini TE4> < 15 J k4041,
15 < Gensini 143 <30 H} H1 4341, Gensini 343 = 30
FE sy

1.5 %it%Ek A SPSS 20.0 B TSI T o
THEGERILL x+s 3RoR, R AL ¢ A 50 E 17 41 1) b
BETTEUPRE LA 43 R, 4R HL R X K56
Z 4 8] LB 5 25 43 B, PR L AR T LSD-:
5o AHOCHESIHT , 1% 2278 1 2R B Pearson AH OCHE 23 By

Jrk AR i 227 B R B Spearman % AH & 43 #T 7 ¥k
ROC hZkrtrigbr iz Wi (i, P<0.05 h2ERA 50

PR
2 5 R

2.1 BHEWRAFE PRI A UAP B3 126 ],
NCHD H: 2 90 i, UAP #H & NCHD #H 7 4E % | v
0, PR S e I Hs S WA S T ) 22 R TS i
FEL(P>0.05) . AFEIIA ALBHFIE 1T AN
T ER RPUR 5 IR s . UAP 0841121
SO B X EE UAP 4 K NCHD 4 iR 25150 , P4l
S BT TEAR T 28 245 1) | 1l 48 55 5K 22 7 Ak i 100 )
F/MmAE B KR I ZARFEPLH] B 32 M BH i 77 S Bl =)
VEARTE N 1Y BE LR 25 W3R 7 O T 22 R e Gi it 5 X
(P>0.05) o % P92 F8 35 I PR AE Ak 48 0 [ 11 40 B 14k
(WBC) it 4 (LYM) =Bt H (TG) &1
i B ( CHOL ) {1k %5 B Jig 2 11 IE [& B ( LDL-C) | = %%
FERREE IR R (HDL-C) [ #4770 47, 5 NCHD 41 [t
% UAP 41 CHOL LDL-C 14 (P<0.05), I 41 7]
WBC.LYM, TG, HDL-C 22 % 4 it ¢ = X (P >
0.05), W#I1,

2.2 NCHD #a#» UAP %1 PBMC  miR-132 MCP-1
mRNA # &ik  UAP 4] miR-132 %} ik K F i %
= F NCHD 41 (3.62+2.29 vs 1.00+0.69,:=10.37, P<
0.01) ,MCP-1 mRNA [ 35 18 % 5 F NCHD 41
(3.03+1.91 vs 0.72+0.78 ,:=10.59,P<0.01) ,

2.3 PBMC ¥ miR-132 5 MCP-1 mRNA % ik #4948 %
W FiA B PBMC 1 MCP-1 mRNA 5 miR-
132 AR R 2 IEAE (r=0.706,P<0.01) . UL
1A, UAP 4] PBMC #* MCP-1 mRNA 5 miR-132 %
FikEWEIEMK(r=0.673,P<0.01), VLK 1B,
2.4 PBMC ¥ miR-132 = MCP-1 3t UAP # Wi #r
14 miR-132 XF UAP 21y ROC il 4 & im0
0. 821(95%CI:0.765~0.878 ,P<0.01) , 12 Wi sk i Ky
0.786, 45 5 B8 >k 0.778, AL MR Wi (A 1.610; MCP-1
mRNA X} UAP [ ROC £k T A A 0.728 (95%Cl ;
0.661~0.795,P<0.01) , 2 Wr B % N 0.683, H5 53 JiF
k9 0.700, S AERIWTE S 0.639, TLIE 2A,

2.5 RE AR 20 % % PBMC # miR-132 MCP-1
Fak KR 25 MR IR B ks R 45 0L UAP
BF Y R e O B SR AR A (n=42) BSR4
(n=47) M=3CHRABH (n=37) . Bl & Wk 722 %L
Wi miR-132 F1 MCP-1 23K 3% 7, Mk b4 (P<
0.01) PP LA 22 3 G it 24 3 L (P<0.05)
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W2,

2.6 RF ARk Gensini 3F 4 21 % % PBMC ¥ miR-
132 MCP-1 & ik 09 2 5%  MRIEEfK Gensini PF534%
UAP JBF 5 R (n=45) (i ord (n=41) Flf&
S (n=40) , Btk Gensini 34331 , miR-132
HIMCP-1 KB T, AR A (P<0.01) A1 5 L4
ZF AR L (P<0.05) . WK 3,

2.7 UAP %% PBMC ¥ miR-132 #= MCP-1 % ik %
5 Gensini 1+ 45-4-B 89 % %2 UAP 35 Gensini 14
95 miR-132 ik 2 IFE A% (r=0.619,P<0.01)
5 MCP-1 #3552 1F M6 (r=0.623,P<0.01) .

2.8 UAP &% PBMC ¥ miR-132 #= MCP-1 £ ik &
AL AR B R R E R K 89 B UAP R
Gensini 43 <30 43 2 5 AR 2l ik 4% B K v 3 o 7%
Gensini P43 =30 43 1 155 3 41 0 s R 2l k™ dE s 22
miR-132 %f UAP &4k 2 ik ™ & 95 28 ( Gensini 143 =
30) 12 ROC £ B AR 0.720(95%CI:0.624 ~
0. 815,P<0.01) ,i2WrfUR 2y 0.700, 4553 54 0. 674,
S AETE A 2.981; MCP-1 X} UAP &4k 20 ik ™ 5 95
A% ( Gensini P43 = 30) i2 B 1) ROC i & & 1 A2 5
0. 742(95%CI ;0.647 ~ 0.837,P<0.01) , 12 Wi LIk B Ky
0. 650, 5 ik 0.674 , FeAE k(e & 1.830, LK 2B,

87 ALL

miR-132 ®

&1 NCHD K UAP [ [ R4 £

i H NCHD(n=90) UAP(n=126) X*{i P14

RIS (% xxs) 55.50+9.87  61.32+9.36  0.61  0.71
B[ (%) ] 67(74.44)  102(80.95) 131  0.52
BRI E] (%) ] 50(55.56)  57(45.24) 224 015
W[ (%) ] 11(12.22)  21(16.67) 0.82  0.84
WA S [ (%) ] 46(51.11)  81(64.28) 3.16  0.36
WBC(x10°/L,%+s) 5.25+1.18 5.89+1.64 1.04  0.95
LYM(x10°/L,x+s) 1.530.66 1.46+0.85 028  0.32
TG ( mmol/L, %+s) 1.76+1.28 2.04£1.46 047  0.65
CHOL( mmol/L,z+s)  4.00+1.56 450+1.42 084  0.02
HDL-C( mmol/L,x+s) 1.15+0.31 1.08+0.35 0.55 0.21
LDL-C(mmol/L,x+s)  2.21+0.46 2.86+0.69  2.65 0.0
R (%) ]
MES 16(17.18)  24(19.05) 0.06  0.86
ACEL/ARB 20(22.22)  31(24.60) 0.17  0.74
B AR 5( 5.56) 9( 7.14) 022 078
I ) D bk 11(12.22)  20(15.87) 0.57  0.56

T - ACEL Jy i 4 3 5 32 e AL BRI L5 s ARB Oy i A% 55K 3 11 32 44

Bl

F2 ORI L = 30RAE A miR-132 F1 MCP-1 585%

215 il miR-132 MCP-1 mRNA
PASTIRAR 2 42 2.04+1.67 0.95+0.81
&R 47 2.86+1.63" 2.05+1.69°
=AU 37 3.88+1.87 3.13£1.97%
F1{H 11.36 19.35
P1iA <0.01 <0.01

E 58 SRR A HAE, 2 P<0.05 5 5 AR 4 e g%, P<0.05

87 uap

MCP-1

miR-132

1A HTETA 3 PBMC H1 ;B J7E UAP 4 PBMC
B 1 PBMC rft MCP-1 mRNA 5 miR-132 Fik M GHE/ T

— miR-132
— MCP1

O 20 40 & 8 10

100—FF5 (%) )

100
80-.
S
4%35
bica) .
2 404 — miR132
ﬁ 40 mi
— MCP1
20
0 T ] ] T 1
20 40 60 80 100
100—FF5 (%) ®

A % UAP B2 W73 B 5T Gensini 143 =30 5 Jik ™ 5955 245 (1912
2 miR-132 fll MCP-1 Xt UAP FiXt Gensini ¥43 =30 ik ™= & kA8 2 Wi i) ROC i<
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&R 3 A[A] Gensini 432 miR-132 Fil MCP-1 [{ 3315

2057 ik miR-132 MCP-1 mRNA
K54 45 1.85+1.58 1.13£1.05
e 41 2.96+1.57° 1.89+1.59°
Rt 40 3.98+1.79" 3.09+2.03®
F i 17.90 16.78
PAi <0.01 <0.01

G L, P<0.05 5 S Ay 4L A, " P<0.05
3o ®

miRNAs JEfd 55 18 ~22 MEH TR N IR | IE %
7y RNA, miRNAs i i3 5 #8 mRNA [ 3" fi1 57
UTR AR5 AR , P85 5L 23k , 30 mRNA %
R RN L BBkl RERE AL 14 S R R4 25 L
T B AR 5%, miRNA AR g — Fhij 45 2 [ % 1k
INGYT, CBIAIE SERE S T R AR A [ A | ST
DRI~ 3 26 ok 2, % W) 5 Mk G e 0 Ak 1) o 2R AN
U FENERE ARILE AT 2 RS PR | IR
BRI 2K B Y R 26 miRNAs T iRy 5k R
% AT SR AL RE AL B % 2 . P58 % B, miR-122
miR-126 . miR-132  miR-133 F1 miR-370 5 54k 34 ik
PRt EA =1 miR-1 fl miR-145b & 2 1 5 ik 4
BRI LE A bR B o miR-132 15 Py JE G A F
ML P9 Rz 98 0 w4 7 B UL 40 i o g o et
miRNAs RETERE ¢ J5 K 15 3L 0 658, B 5 LIRS
A R 7 S IR RE R A 1 TRE U 1 2 2 0
SRR R B R BRI

PBMC 35065 bk U 200 M0 504 400 D, RE A% Sz e
DURSIEARZS , 32 5 SRR R, 16 22 T 40 PRS0
A 0 TR I A0 o 3 K R R A 1 % A
RIEA R PBMC | v 20 ML P4 Rz 20
RS- 6 JUL 385 7 BILAE PSR R E R I
REMS & R B — AL AL (NO) |, DU 4 2 48 4 4 i [
T (BF5 IFN-vy IL-6 \IL-13 , TNF-« i IL-15) B s
I3, PBMC 5 14 A s as 0 A 40 I 9595 £ i L
FIFS WAL TR RSB o R TG 20 ( Li-
popolysaccharide , LPS ) il 3 B 4% 40 it , 75 T Ho v K ik
miR-132"" 75 25 X P 56 35 4 % PBMC 1 miR-
132 [ 3R W i Th R . miR-132 78 AN W ik
240 0 e R SIRT, Wi/ p65S 25 ZLEAL , 34 /i1 NF-
kB (435 1L, T3 0 MCP-1 2635 o P9 Rz 40 g . i
- FULA T B R 20 L/ W D STRIT (5l = 535
SR JEAE IR A0 TR B 56 S, NO Az i
W SZ A, AT 3 0147 2 AL 3 ik ot R A AL ), miR-
132 AT LI SIRTL 3'UTR I R AR 1, B {2 i

Sk R AL AR

MCP-1 J2& FAZ 40 At AL A T 3k B4 400 1k 1) 56
SEA ST TE SRR ORRE B v g R ek R A%
YA I SR RS AR A T . AR A ML G AT 8
NS NBRE 5 Ab s I A0 B, e 0 i U
T 2 LR 20 M, 7 Sl Kok R A Ak s 11 1 e vh
FEAEFR 52 BE B B A R PE R 24 . MCP-1 fi
it 5 CC LR T2k 2 45 & Sk 1 HAZ 4 g
AN T R E 4 M 531, IR T JRRE T 5 v A%
S A S5 42 RN T 6k 0 440 IV %) S80S , 7 0 E M R
I Bl Ik ok A R A RIIRR R Y & BIL R ot 2 B A
M BRI B AL R 25 (Ui T 2254 |
A Bk F T AZ AR BE 71 55 ) T Bk uF B %) MCP-1 (1
7oA R P EA AR S B R . MCP-1 R
A2 R Bl bk ke A5 Ak O JULAE B8 45 95 v 2 AT
Y

AHF5E 3 3 % UAP #1 NCHD (3% PBMC
miR-132 FI MCP-1 [} K 17 HL#R, &3 UAP B3
PBMC 1 miR-132 J¢ MCP-1 B34 57 , #H A E B
% MCP-1 5 miR-132 1E A 2%, #2 7%, miR-132 Al
MCP-1 ] B85 5otk o Jik ks B A Ak 1) % A 2 SR A O,
GEA VIR B ST 45 B K miR-132 19 4 180 4, 38 i
SIRT1/NF-kB {5538 6 & A E AUEH AT R L, 1
5 RN MRS BG HE— 2 UE S, 78 X AN ) 6 Jokf 742
TR UAP 3% PBMC 1 miR-132 fil MCP-1 [y %
IRAOFEAT LA 30, st ik 22 S0 28 1) £ DA S L
HE S Gensini P14 1) /%, PBMC 1 miR-132 Al
MCP-1 36 ik K S48 2 9 H miR-132 % MCP-1 %
KK F1 Gensini 3743 43 ¢ AH G ; ROC il 4 & 3,
miR-132 MCP-1 %} Gensini #F43 =30 43 1% 56 ik ™ B
AR A B = 2 Wi AL RE , 7R, PBMC H miR-132 Al
MCP-1 55 ks A8 7™ 5 B2 B A O, m Ry i IR 12 W 4
B 1 B %

25 L TR, miR-132 A Sy —Fi i i JE 4w 5% RNA,
7£ UAP i35 PBMC R ik/KETHa , IF BL5 R AE
+ MCP-1 ik /K ¥ 1EAH &, UAP 3 PBMC Hr
miR-132 il MCP-1 7K B2 4R by 190 56 Jok s 728 7™ EE
T2 B () = W B b

5% 3k
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