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[(HZE] BM UWESIEACELE(LVH) ABH 3 miR-30a 5 LVH f5CER , MH5E 03 miR-30a
RGREE NS ILE LVH BFIGRZW R EY . Ak BEYLAEE B K & & 73 6] LVH B35 i 77
B4 LVH i35 . 17 real-time PCR yEAG I 1M 2% hsa-miR-30a [ & &, F ROC £ F1 Pearson A8 CH: 2 #1PFEA
1f13% hsa-miR-30a IZWr = MLE LVH . Z58R  LVH 24 & 3 1ML 3% hsa-miR-30a /K FF 5, BB # 1M % hsa-
miR-30a KCE A h 4 F AL ( AUC) Sy 0. 932, [fi 3% hsa-miR-30a 7K Fl T2 Wi &5 1f . LVH 45 2% Y. 5% hsa-
miR-30a J| W75 1 LVH BRI F 5 R 7. 267 (272 x 10%) SRR B e 5 B 43 31 R 94. 5% .89. 6% , Pear-
son AHOCHE S HT R, B MK hsa-miR-30a 7K Y- 15 %5 8] B )52 B2 (TVSd) 76 % Ji5 BEJEL B2 (LVPWd) 35 52 IEAH G
(R {E43 %14 0. 636 F10.637,P {H¥ 4 0.000) . it ik LVH B 13K hsa-miR-30a F+ ., 113 hsa-
miR-30a 7KF5 IVSd F1 LVPWd 2 IEAIS, 2% hsa-miR-30a 7K F T2 Wi i & LVH 4 3 X .
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[ Abstract] Objective To observe the correlation between plasma hsa-miR-30a and left ventricular hypertro-
phy(LVH) in hypertension patients and to study whether plasma hsa-miR-30a can be a diagnostic marker for patients
with LVH or not. Methods Seventy-three cases with LVH were collected from the hypertensive patients as LVH
group and 77 cases without LVH as the control group. The mRNA expression of hsa-miR-30a in the derived plasma
was analyzed by real-time PCR. Evaluation of the sensitivity and specificity of hsa-miR-30a on the diagnosis of LVH
was performed by analyzing the ROC curve. The association between plasma hsa-miR-30a level and ventricular wall
thickness was assessed by Pearson correlation analysis. Results Compared with that in the control group, the level of
hsa-miR-30a expression in LVH group was significantly higher[ (5.16 =0.31) (27" x 10*) vs (14.28 +0.92)
(272" x10*), P=0.000]. A receiver operating characteristic( ROC) curve showed that the areas under the curve
(AUC) for the plasma level of hsa-miR-30a were 0. 932. The optimal hsa-miR-30a cut-off value on receiver operating
characteristic curve was 7.267(2 %" x 10"). The corresponding cut-off points with sensitivity and specificity were
94.5% and 89. 6% , respectively. Pearson correlation analysis indicated that the level of hsa-miR-30a expression in
plasma was positively associated with TVSd and LVPWd ) (R =0. 636 and 0. 637, P =0. 000 and 0. 000, respective-
ly). Conclusion Plasma hsa-miR-30a is elevated in hypertension patients with LVH and positively associated with
left ventricular wall thickness. Elevated plasma hsa-miR-30a level is significant for the diagnosis of LVH in hyperten-
sion patients.
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IVSd 8/ H LVPWd=1.2 cm, EF >40% . 5k
Wit 71 vk R L 2k ER e (BNP > 400 ng/LL
WF 4 R EC s & il £ ik K o TR Ak 25 1
WIR A TR RE 23 . XTRRALS LVH 4%
H— R L RS 2A B L (P >0.05) , L
1,

F1 WA—-BFEHLE(2xs),n]

el T
" N3 SBP DBP TC
4 5 Bk B i f‘;’! ) (mmHg) (mmHg)

(mmol/L) (mmol/L) (mmol/L) (mmol/L)

TG HDL-C LDL-C Cr GLU UA
(pmol/L)  (mmol/L) (mmol/L)

XHRZL 77 28 49 T1.12+11.24 155.27+26.32 87.45+15.17 5.03+1.21 1.41+£0.58 1.11+0.26 2.95+0.92 118.64 £19.45 6.01 £0.98 348.34 +49.13

LVH4] 73 33 40 72.91+11.41 157.86+26.12 85.99+16.39 5.01 £1.17 1.39+0.49 1.19+0.30 2.89+0.76 115.34+12.99 594 +1.23 333.27 £39.98

% - 1.214 1. 027 1.727 1.579 0.327 0.531 0.943 0. 661 0.467 1.423 1. 860

P - 0.271 0.373 0. 083 0.134 0.953

0. 637 0.376 0.589 0.873 0. 165 0.058

{1 :SBP, Wi i s DBP, #F3K I s TC, S E B TG, B HHil =i s HDL, iy NG 8 1 LDL IR BENS &5 A1 5 Cr, MUULAT s GLU , A 456K 5 UA, IR AR

L2 Jrik g Ak se s —Mim R e, Yk H
2SR AL, 23 BRI EDTA 7 588 W 4R 4 1t , 2R B Ifn,
% K50 hsa-miR-30a, [ML/RER (UA) (Hl =R (TG) |
SUH P (TC) AR B A8 2 F I B B (LDL) | 5 %%
JE N 25 I EE i (HDL) | i % ( GLU ) 2% il A 4o B
4 A S ARSI ARSI, Pl NS O PR A
A 1w AT 25 ) EEINSER, I E TVSd LVPWd,
FHEDTA SRS 8 3 ml 420, S RLE 1 ~2 he
1 600 g,4 °C, B0 15 min, HEEZE I3 ;12 000 g,
4 °C, .0 15 min, ZREX BV CAE - 80 CLRAF. HX
300 wl M3 fmA 1.2 ml TRIzol ® LS Reagent %K
P22 pl N TR cel-miR-39 (1 nM) 45 2, i
HEGHRES] 30 s, FEANA 200 wl S 477, 9515535 20 s
Ja#E 3 min, & 14 000 g B0 10 min, KB F 2
IKIZE A 10wl SiO, M FfHi, 2], 14 000 g B5.0
5 min, 75135, A 75% 22 400 pl, 14 000 g 5
L5 min, 3 E3F, XS min, filA 25 wl DEPC /K
7f#, 10 mM dNTP ., RNase inhibitor , miR-30a % %
F5 ) . cel-miR-39 1 % 5 5| ¥y . 5x buffer  M-MLV
IAE] FEW ]2 )G 42 CHEE 60 min—85 C
J%E 10 min, % SYBR Green PCR Master Mix ik
1T qRT-PCR, JZ % Z:$:95 C 5 min—95 C 15 s—
65 C 15 s—72 C 32 5,40 cycles, 5|¥))JF % : hsa-
miR-30a FP & 5'ACACTCCAGCTGGGTGTAAACAT-

CCTCGACTG ; cel-miR-39 >4 5’ ACACTCCAGCTGGG-

TCACCGGGTGTAAATCAGCT; miRNARP & 5’ CT-
CAACTGGTGTCGTGGA

1.3 St W PASW Statistics 18.0 4pita#
A TR AL B, TR BORH AR = AR (v 5)

T, R IER A A Shapiro-Wilk K556, P2 1E 2
AT PR (] FL A A Student’s ¢ K5 TH4K
VORGEIHE T X K505 Pearson A1 52T F1 43 BT
miR-30 5.LMER/NIIHSHE , P < 0. 05 25 A7 45
HE X,

2 R

2.1 LVH B F M3 hsa-miR-30a MBI 4
JEZ1Y LVH 41 1VSd, LVPWd , hsa-miR-30a % Sha-
piro-Wilk #2% , I YERH N IER YR, 1% I 4L
FbAs, LVH 418 % LA LVDd .hsa-miR-30a F} &, P <
0.05, W#2,

%2 WHEHEFEEEY hsa-miR30a Il £ b4t (2 )

NI S A B S i
papie:| 77 0.96 £0.08  0.94 £0.07 5.16 =0. 31
LVH 41 73 1.26+0.09 1.26+0.09  14.28 £0.92
! - 3.479 3.463 5.321
P - 0. 000 0. 000 0. 000

T IVSd S5 [A] B )R B LVPWd Oy A2 % J5 BEJE B, Act = ct hsa-
miR-30-ctcel-39

2.2 [ hsa-miR-30a 7 LVH 2 7 v (1) S0 F1
Fes i ROC i T i B4 i s, g LK hsa-
miR-30a 7K £k T AL (AUC) 24 0. 932(95% CI
0.879 ~0.967) , WLIE 1, PASW Statistics 18. 0 i}
A o3 M o e R S U, MRS ROC i 4%, 3H 5
Youden 845, DA Youden #8555 K] &5 (0. 841) N
ARG AR, B 0E hsa-miR-30a ] WO I AT J5E 119 5
FEIG AR 7,267 (275 x 10*) , BB, fEREE F g
SEREAR R 94. 5% 89. 6%



- 570 -

1.0
—1VSd
] LVPWd
0.8 miR-30
0.6+
it
£
B
0.4+
0.2-
0.0 :

00 02 04 06 08 10
1- Fp

1 ROC g% T M A

2.3 [i¥ hsa-miR-30a 5% BEJEEEMAHOCHE KM
4% hsa-miR-30 5 IVSd 1 LVPWd 47 Pearson #H ¢4
43#T , hsa-miR-30 7K -5 TVSd F1 LVPWd 24 5 1F #H
KM R ER 43902 0.636 F1 0.637, P {H Ny
0. 000,

3 g

3.1 microRNA (miRNA) & —28 7 4 ¥tk 13 F2
ARSI AR g A AN RNA 38 33 B H 19 mRNA
Sl LR, AT H A SE R ek, 1 T R e 0 i
A AR B A BT FDIR S L H RTRGE B S
# K Bl miR-30 K %A miR-30a ., miR-30b , miR-30c-
1 .miR-30¢-2 ., miR-30d il miR-30e 7~ %I, 2008
4F Mitchell 2677 V438 miRNAs 76 A F 13K
HRE . 2PN i miRNA gE {1 7E exosomes
H1, exosomes S 50 ~ 90 nm [{/NECKE , 7E 1L 3 AR
WEE . MR WSRO NEARAS AT R ME , 38 L o
SBE AN M HE miRNA ZKF 7] DL IO I 22 5 ik 2
ARG B . FTRL SRR I miRNA T2 W7
O MU BERR BRI FE AR kAR

3.2 FRATHETIEIE R, miR-30a 76 e &
HoE AR FATKEDIER & 15 9 LVH B, 4h A
IM 3% hsa-miR-30a /K FEREHA KA, hsa-miR-30a &
HAVE R E LVH B F G R 2 W br & . A
043 S5 A5 1M ¢ hsa-miR-30a Jij FH 11 J2& Y 12,
M7 [ A0 SCHROR #4342 T TagMan 325, J5 25 50 AL,
A2 AN & Mo AT LVH £ il 2% hsa-
miR-30a 7K, %3 LVH H%%3E LVH X B2 %
FEE, A0 JE M 3% hsa-miR-30a 7K E#, b 5.16 +
0.31(27 %" x10*)vs 14.28 +0.92(2*" x10*) ,P <
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0.05. ROC [1Z & 77 , hsa-miR-30a [ Fi2 i LVH
i) AUC 358 7 0.932(95% CI 0.879 ~0.967) , IfiL
4% hsa-miR-30a /KF ] Fi2 W LVH £ & X hsa-
miR-30a W70 EAE R S A S Al 7. 267 (272 x
10") , S, UL TR 53 HE 4351 g 94. 5% ,89. 6%
B 11 2¢ hsa-miR-30a {5 & 5 [VSd #1 LVPWd 1
FEAHSC . AHICERE R (B0 0. 636 F10.637,P <
0.05, M TG RFEABIECR L, KiHAT logistic [A]1H
30T FATEA P2 345 & IfLE LVH 3.0 IEH
S AEEFRAT B4 AT eb O A TR K L 3
miR-30a 7KF 5.0 HE4 2 miR-30a /KA B, i)
FATIH, @i LVH 35 5% hsa-miR-30a |- i
Al miR-30a DACoEZH 2R R 3 1 06 346 1l
JrE . R IXAMEZ A SEUEF] miR-30a B4R 1E
{EAFHE—2 058, 1 ., hsa-miR-30a $8 5 7E I K
AHEGIL, S A deerag

25 F IR  hsa-miR-30a A 7] BE ALK & I LVH
BEMZSWREY . RATBA, #bFE /MR miR-
30a A ] BEMCEE = I LVH 8838 10 eI R . i
A A X A FRATTHAE 110 LVH 00 I 5244 1 357
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