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MAIREZEEREQBERERESME miR-9-3p,
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WETLR AT R FeR . L AEEF
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B E.HEN HEARSIKSEENEEGREERE(HDL-C) £ A &% miR-9-3p = miR-28-5p 4 & L4 X, &
AiEM, HE ZBRELTIAERAS TS 2014451 AF2015F 12 A 174 bl BEASFE KA OKEL
PR e AR, MRS fiE HDL-C KP4 oo fig 0E 5 & AL 28 (86 #)) Aw Ik s Ak HDL-C A& A 40 (88 4]) ., 5% A%
FREFRLSBER N (qPCR) FE M & &2 miR-9-3p ## miR-28-5p ¢ Rz KF, &R MBARMEAR _\Ef"‘éﬂﬁu
IR A% HDL-C £ 7 48 f 2 % miR-9-3p #4941 & 4 %) 4 86. 05% (74/86) F= 64. 78/(57/88) ERA%RIHFE
L (5" =10.58,P=0.001) ;%M miR-9-3p K -F f£ 5 Kt iE # 28 v IN 4K HDL-C 7% £ A 4 J o 09 K ik K
TG TFBH[EFL.0.0410.024,0.111) ws. 0. 018(0. 009,0. O39),Z=3.05,P=O. 002; 3K =4k HDL-C %
A 40:0.029(0. 024,0. 059) wvs. 0. 013(0. 007,0. 027),Z=3.35,P=0.001], &M@ 7, LWt EH R
miR-9-3p #4 48 % & i K F 5 A (3= —1.337,P<C0.001) , &2 % HDL-C(B=1.638,P=0.041) % Jf fo 4% (3=
0.475,P=0.044)48 % . o miR-28-5p k& T F 4. £ 5% A %t F & 3L[0. 003(0.002,0.008) ws.
0.004(0.003,0.011),P=0. 0287, %xmﬁzﬂéﬂ#% éwbﬁ;é%jt%ﬁ%%xuvo 05), #&it = F miR-
9-3p A IR HDL-C A B8 5 Fom 44, 5 e iF HDL-C.Z M 452 AR K F R T2 HaE &,

KFEIR IR AR EH R R G B B R A Jﬁlﬁk; miR-9-3p; miR-28-5p
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Analysis of expression levels of plasma miR-9-3p and miR-28-5p in isolated low HDL-C phenotype”
SUN Zening' ,WU Bing"*,LIU Mengdi*,LI Jinrong"*,TIAN Wei"*,ZHOU Yuntao'**
(1. Tangshan Gongren Hospital A f filiated to North China
University of Science and Technology, Tangshan, Hebei 063000,China;2. Tangshan Key Laboratory of
Clinical Molecule Diognosis and Treatment , Tangshan, Hebei 063000, China;
3. the First Central Hospital of Baoding ,Baoding,Hebei 071000,China)

Abstract: Objective To investigate the change pattern and the correlationof miR-9-3p and miR-28-5p in
plasma with isolated low (HDL-C) phenotype. Methods The data of 174 apparent health examinees from Jan-
uary 2014 to December 2015 in Tangshan Gongren Hospital Physical Examination Center were collected to
collect peripheral blood plasma samples. According to the level of serum HDL-C, the patients were divided into
normal lipid phenotype group (86 cases) and isolated low HDL-C phenotype group (88 cases). The expression
levels of microRNA-9-3p and microRNA-28-5p in plasma were determined by fluorescence quantitative poly-
merase chain reaction (qPCR). Results The detection rates of microRNA-9-3p in plasma of normal lipid me-
tabolism phenotype group and isolated low HDL-C phenotype group were 86.05% (74/86) and 64.78% (57/
88) .respectively,and the difference was statistically significant (3*=10.58,P=0.001). The expression of mi-
croRNA-9-3p in plasma of women with normal lipid metabolism and isolated low HDL-C abnormal phenotype

was higher than that of men in the normal lipid phenotype group[in the normal group:0. 041 (0.024,0.111)
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EEBN INFT, L LA, EEMNFERS F2RFmmarsE. &  #iflYE#H ,E-mail: yuntaozhou@ hotmail. com,
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vs. 0. 018 (0. 009,0.039),Z=3.05,P=0. 002;in the isolated low HDL-C phenotype group:0. 029 (0. 024,
0.059) vs.0.013 (0.007,0.027),Z=3.35,P=0.001]. Linear regression showed that the relative expression
level of plasma microRNA-9-3p was correlated with gender (= —1. 337, P<C0. 001) , serum HDL-C (8=
1.638,P=0.041),fasting blood glucose (§=0. 475, P=0. 044). The level of plasma microRNA-28-5p in fe-
male group was higher than that in male group,and the difference was statistically significant [0. 003(0. 002,
0.008) ws. 0.004(0.003,0.011),P=0.028] while there was no significant difference among the other groups

(P>>0.05). Conclusion

Serum microRNA-9-3p is a molecular pathological feature of isolated low HDL-C

phenotype. Gender, serum HDL-C and fasting blood-glucose are the main influencing factors of circulatory

changes.

Key words:isolated low HDL-C phenotype;
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