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[Abstract] Periodontitis is a chronic inflammatory disease characterised by destruction of periodontal supporting
tissue, which is mainly due to plaque biofilm and host immune response. Periodontal pathogen can invade the blood
circulation system by transient bacteraemia and trigger the vascular inflammation, which can definitely increase the risk
of cardiovascular disease. MicroRNA, a small molecule RNA discussed in this paper, can regulate gene expression in
epigenetics and participate in the regulation of inflammation. This review focuses on the mechanism of how periodontal
pathogens regulate immune inflammatory response by microRNA to mediate the generation and development of
atherosclerosis, which can provide new ideas for the research on the linkages on molecular mechanism between
periodontitis and atherosclerosis. Moreover, exploring the specific microRNA expression patterns related to atherosclerosis

and periodontitis can serve as a theoretical basis for the diagnosis and treatment of cardiovascular diseases in the future.
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HARAMAERE, e R GREENZE, slRZR %
JEA ATy, (R E Sl K ok A A Ak RE BT 1A
IR, U G I A5 XSG 15 e

M/INRNA (microRNA ) & Hy N P R ity
B BEZ) M 22 ntiAEGRAY B RNA ST -, Al 4h
B FUHE PR 37 G bt DX, 7 A i S R mRNA
A IS I mRNA R B, 7R MIE (5 K1
PRI RIRD BT T AR,
S 54MIETE . s, TSR Y R R dEm
WA Z PRGSO (WL B . BRI . &
fE . RRGBHEXRTRE ) WAL, kg, KE
FEBOEIR, TR AR e A A AR, T
i 121175 FmicroRNA /K- AR 4K 8145 1 3 248 0T [
RN BIRETT o AR S 3 B 15 5 2 FfimicroRNA
FEAE R R X e microRNA M AE T 1 1445 TollFE
ZAK ( Toll-like receptor, TLR ) {55 W4 Al
PR AR DG L R B 1k 3k BE AR RN . A SRS
JE) B0 T 5 | S 0 BILAAR B 928 10 25 3o i vp e B 22 b
microRNAZKEIAE , X 8 microRNA 5 3 ik o
FEREALEEI I R A . RIREVIM G, ik, 43
A B B0 TR 1 microRNAJRE Bl ik s FE AL &
AL R R AT LA, LU S M &
55 50y Ikt B A AL 5 9 SR IBK 1 1 HIL T A 9 4
) R

1 FRAKRBEBIBINE HSmicroRNARIEFIE

1.1 F B K48 % microRNAF A AFAE
microRNATEAERE S JRI RG2S K s i 24 J&] 98 ) ¢
AL R OCHEE I, R i PR ST & B
(g B AL T 58 8 A IRZH 2L P microRNA R
IRTEAFTEZE 5%, AH T TR AR S 9280 5 2 A
[A], 20F5E Z 18] ¢ T microRNA R ik i A8 AL A6
ZERIFET 23, LeeSFU MR8 M o5 i) R 7 iR 4
215 fif FE S RAE LG, SR S R A T B 61
microRNA (let-7a. let-7c, miR-130a, miR-
301a. miR-520dFImiR-548a) i, AfE
S A 5 0 AR AL B VIAR G . XieSFUSIE I
IRWFFE I, RAEAFHRA LI 10 microRNA
( has-miR-126., has-miR-20a, has-miR-142-3p.
has-miR-19a, has-miR-7f, has-miR-17, has-miR-
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146a, has-miR-146b, has-miR-203#lhas-miR-
223) L, has-miR-155FThas-miR-205 i, 8
) FH AR 538 B 43 B 2 BX 12 microRN A R AE
PERRADC, SSRGS S AANMERH . i
YA AR GEAE T . BRIEE . Stoecklin-
Wasmer 259 AT 7E th EE B, Rl R 4 40
has-miR-223W] i m3Rik, S5 2R BEARINIRAE |
RAEFN H B e B (A0 e . 2R RIRAE G
TRHMC MY E ) o BfFOgata®F U LA T H
A BB P SAE A RZH ZURAE RAE 2R Hrmicro-
RNAMJFIE, % Bhsa-miR-150, has-miR-223F/
hsa-miR-200b L W]\, Tfihsa-miR-379. hsa-
miR-199a-5pFilhsa-miR-214 F &R W, @55
18 %7 Mr 4 interactive pathway analysis ( IPA )
SR, 34 B A microRNA S 2 AE P
W A . THRESRE . WA PR R GU A MU AE
FAIE . Venugopal 55U i AL vk 43 BT & 3R,
T R4S let-TaFmiR-21 L3, MiimiR-1001
miR-125b il ; @ AR Y5 R B oA s 4%
microRNA L [F]§0 [m] 4% K ( nuclear factor, NF) -
kBl %, ALV A R A o Rl — T R
GEUIHLER 118 PR AR 28R 2F il % S8 3 R iR AH 21
microRNAK A, Z5RATI 25, HPF A
JA AR 20 21 LB B 2H 2O A R R microRNA 5y 46
K, FIERE microRNAfffhsa-miR-1274b
hsa-let-7b-5p. hsa-miR-24-3p. hsa-miR-19b-3p.
hsa-miR-720, hsa-miR-126-3p. hsa-miR-17-3p#ll
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Ji 98 1 1ML 7K hsa-miR-664a-3p . hsa-miR-501-5pFil
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mir-501-5pFflhsa-mir-21-3p A ¥ LR S50 R AR . 0
I A5 s FIER T R A M)A AR VAR OG5 W] — R
SR R B, S5 FL ST S R B A
RIERI2JE S 4Js iy, IfiLiE ' miR-207 . miR-495
miR-376b-3p T iEr, AL AE YA B A P
A Je 22 5415 AL B B ( mitogen activated
protein kinases, MAPK ) {5518 M Wntf5 518
FAE B, 18 32k E TR HR AR il 2ROk BF AL
microRNAK IS W A A R Ge 1, RIEN I 1E
R AT RIS YA EY . LR REER T
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Bl Z—
1.3 F B X 5Bk F AL AE X 69 microRNA &L
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FE VI A 6] R e S i TG
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A, PEETEH R 40P miR-146aFIE & 40 il K119
K-, SR B RT3 GRS R GE P miR-146a7K -
Yot , ARSI & B0 1 2 8 4 1 ik
[k &5 A AE UG F A miR-146a/KF- 54 . MM, )
M. MAESEE . SR . BRI . REIREE R
AR, H5 s e 48 K g SR S8 R

( tumor necrosis factor, TNF) -a. HAIMENZF
(interleukin, IL) -1BFIIL-6/KFSIEAG, itk

AITA N miR-146a 2 1875 7 Ji 58 F8 38 B d3 e S
T, HOKE T ml R 2 e ik &
TEXBERY, X 5 GuoEBI A I —3, 2rkehkes
A AE 2 A LA A L P miR - 146l 3R 1k 1
I, RSN T ik miR-146an] % I Th1 40
[ D) 8 K375 3l ks B A Ak Hh SC B 14 412 9% 240 Ji TR
TR ek S T TNF-o, SN L E -1,
NF-kB p65# 13K iA, fHMmiR-146an] fE/EThl
434k A B R R, S BN R UE A
K, G R aEEIKEE AL

Nahid %5249 i SRS H AL T Z RS
SF s (A RN R FDC 381, A% IRiE
{KATCC 35404, HIEWIHNEHATCC 43037 ) F 4
R R BRI GG (ApoE™) /N5 BT
YL2H o JH M R ZH 2 HFmicroRNA Kk A2 1k, &
IR FE B0 B T R S R SR Apo E /N R A T
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A LIMMENE P miR-146af528: = 2k, Hoh o 84
ZUhmiR-146a7t i LN, Mimir-132F1mir-155
A TEEH AR A s Beabh, RS IR R
TNF-aZR kK- FIH 284k, AIRE S S M2 m
JKFmiR-146akH56, miR-146a )03 A R 25 5%
AR A 2R -1 52 R H C LS (interleukin-1 receptor-
related kinase, IRAK ) AFERIIRAK-1 125 A i g
IRFEIH F Z KA K F (tumor necrosis factor
receptor-related factor, TRAF ) 6/ FE[K TRAF6IY)
FIRIKTE T T RSB R Te W AR A, g D]
g5 miR-146af i SR G MHIERAM G, 50—
TR bk BB B B G Apo EX/INERBE R TR R B
YU miR-146bHImiR-155HIX FA TR, BrF
R P A B R TR A, A TRl 2 AT R TR AL . AT
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AR mIR-146bF AT, FERHEEISAT R
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G4k, N E s koA FE A A fin o

2  microRNATEF B & " & 5 sh Bk B L <
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A RIERIEEA GRS . SERT R,
FE BymicroRNA ( WmiR-155, miR-21. miR-146a/
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6 R ARRE IV (1) F B L BGER 4y, 50 A SRE S
FBh ks FERE AL ik AR O
2.1 miR-146a/b

miR-146a/bJ2: 56 K Fa % FI N P Ho s S g
AL Th e EZJH 7], ZRRHATHS
FEHE . IRAK-1FITRAF6ETLR A 53 14 5 H 1l
9, S5 SEEF RS, miR-146a/bn] 38 i {1
X RS SEH, PANF-« BRI 7 i =
W P 18) R RE SN, L5 40 B G R T 52 A 58290
T AT 5% 9 B 28 J) SR e T 5 380Uy 35 F 4 EfmiR -
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146a/b 18, FHKF-AT S AL N RIEIRE

TRAMIFE T 1 B miR-146a/biH 45 o R B0 B
SR BIRIERRENLH] . NahidZFRO7EfR AP S2 56 rh i
UE T miR-146aff) FIABAEHPLEH], REEK
BRI B 28 S B A ( 1 BRI PR BEFDC 381,
FHIBJEKATCC 35404, fRIEHHMEATCC
43037 ) 43 BRA R THP- 1410, £HBE
iR s 5 2SR microRNA R AR, Fah
AR & TR RIS RE 5 S THP- 1 4l 1 miR-146a
KOV EAA, RERFEUKEM T, R REES
FEEE Nz s SRIMIEI AL, miR-132/KF-7E iR
IR AL B . A SRR IH AN B M R A8 ~12 h
BPFIR T, TS W B, o e A ry
LI ARG miR-1328 357451k, miR-1557KF1
TR ARk, HIEH, miR-146ate 4 E UK H
Ja YL e 3 RS VE A microRNA 3 X HR AL
il it —25 4381, B B HPmiR-146aFt 5y #E e
& TIRAK-1HITRAF62ik/KF-, H 5TNF-aik
KR AHK

L 45 OV A 71 2 28 R bk 54 R i 2 I 8
E Wi s &30, AN miR-146a-5p7K-F- i & Tt
. ISR 3Z; i #iAmiR-146a-5p)
IRAK-1ZR35 R, FFH A0 T h8 2055 R ) JE
Mt Wi 535 H HABCA L MIABCG LA 238, H1 T
IRAK-1E/NRE WA T 2 5 T4 iR Z A N5
JABCA R, FH I 6 E00 i 7] # it miR-146a
A FIIIRAK-1 R, B A AE A1 [ EE A8 2 8]
FIFF . Molteni S B 2HR85Y 1 2F Hi HShf B Jia 77 Jig
Z W 5 TLRAM BAEH I F2 & i microRNATE
1, FHRANR R R IR 220 T S N THP- 141 i
SN K T B M miR-146a i 253k, FHREME
P TLR4E AR I TLRAFLT 5 BEA 0 il {2
RHT =4, HXmiR-146a/K FEE A 500, 13568
TLRAMN 177 v] 3 i3 4k HrmiR-146aly ik, P55
R ISR BEL L P Bl 22 S T I AR A B

SR, FRAETERTA 0T 25 W ok o i B
ZHEER T S miR- 146a K IERAEHEEH . 77—
TUASMIFFEE K B, 2 R bk B TR T 22 W R AR
5 2075 THP- 15 B W1 Y miR- 146335, SR
) 5% 8 BE 22 ik miR- 14 6% 4H i PR 7= A= 1 5
R/N; BEAR, miR-146af ¥ 7E L FIRAK-1F1
TRAF6IRIA A Z 5L . X A] fig 5 B W 41 e
PUHCR AR L SRR BOR [RIAR G, 0 2 R
UK BRI T IR 22 0 1 180 TLR 5 S miR- 146a % 1k

.79.

AT REA AT A0 B 7E B WA N A7, AT A AR
PRSI AAE . R, miR-146a7E 0 bk A ity
PR 22 W 0 E v 2 B O E R T e, (E
i — IR

LI EWFSEFH, miR-146a/b7E 5 I BUR 15
S 10 B ik ks A58 A 2k R T B AR EE A R AR
FH, FEBETE Y 3h ks AL Ak AH OC Y BB R EEAR T,
LG R FT BE T E0S0) Jok ok A R AL 0 1) 1 — 20 gt
.

2.2 miR-21

miR-2 17EZ L0 B th Rk n, IR
HF 5% CO B 3l ik s A A Ak 258 1LY HmiR-2 17K
AE R sl Bk ok RERE AL R BT Bl R B 2 —. B
AR T 2R A A SC AR (L350 LI M
O WUSCEF AEAHM . il -1 LA A . A Dk N
B2 4R DL S B AR ) L AE Bl Kok RERE AR Y &
AL RIEHEARER.

WEFECSR I, /N ER Bl bk ok A Tk 151 Ak 5 Wi
AU miR-215 3G A5 @FRmiR-21 1] 5] F g
UM, IFA ] B WA M B R T Ar A E A,
PEEABCG MR, IR N, 514 M4 JRAE
FIBEHIRIE, I sh ko FErsfk . E g /s
Hiffarh, miR-21 LRGEE SpaE . 40T A Al 5y
FREARNECA 5, JFFE e R e i 8 rh 4
AR . RAESVHT, miR-21/ENF-kBAY E 1240
bR, BEZMED|IEANF-xB YOS 7T 15 S miR-211Y
FeakBe3 - iimiR-2 17K - T 5 5t ok 35 1 4
NF-xBFEE, Gtk RAER N, PHEmiR-21
S E N B A R R . B R
W P8 T 20 i AR RE VA FmiR-2177 42, miR-217]
T 3 0 pE AR L R PTEN 26k, IR 26 1k
NF-kB-TNF-aiz #2811 A AE I R R, miR-21i8
A3 A AR ST P PDCDASE %
{GcJun-AP-1i848, G R A FIL-1050,
miR-2 176 AL At L T AR LR T . B
AN, miR-21 7] LL3E 1 i il ¥ L R PTENIY
FIk, POTE A A AR AE AR DGR 5l B PI3K/ Ak tid
B, FHE TR Bel- 2 ik, MR BE4n i
HFEANAEAT

Br T RMIAT-VER, HEEEfE N FmiR-213
PR IHT-AVE ] o FELGS A AT B BRI (AR 2R
YA, miR-2 1] @ L ) S JH T8 1 Bel -2
PEIER ZEIR AN 12021 FE-R A1 TR A g 4
i, miR-21%f TLR4/MyDS8815 55 ik iz HA
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TTEN, T2 AmiR-21 FE 41 A6 KT
K, ZEMOPH TGN, S KT

T O, 2 JR 50 RS 5 miR -2 1 7K SF- 2
Ay, AL REIE A miR-2 1 5 40 M 4 0 5 0 T A HL
i, B sh kR R IR R S . A BRI
FE W3 441 Jf A 26 2F i M ok B 6L BT i 22 W R U
miR-21%3k B, & FIAmiR-2 140 ) 58 5 A
PDCDAZETR , T ] 5 105 40 7= A 41 4% 1 440 P
K5 idimiR-21, 7l i G NF-«BHE = 1 &
PEANIE I F A 7= o BB miR-2 17 A iR ok B
B A 22 W5 | R 17%) 5 W 200 A 4 R S iy A EL A LY
PRYPEH . BEAl, AHREFEETE ok e
AT 110 Tl R R Tl 5 2 K 55 IE W TR AR AR LG, PR
A A0 MA SZ AR CR3TE IR R4+, 5 540
MINGASS ( —FKEEIEMISRNA ) AT,
AR miR-217KF, M BRmiR-2 1 A9 5l R 1
M, AR A R F10-12, FF H F R E kg
YN AFREVE BRAE Sy ot b nT L, O R S0 B Rl i
1F b B 0 A miR-2 1K B 1k Sk BE 4
I, B[] — 2 JE S0 TR AN [) B8 ) 2R 1 B 3 1 22
SRS EA A mIR-21KF 25, SEhREAL
b, MNP0 AN R U
2.3 HftmicroRNA

HAmicroRNAZF TS5 T 7 JE B F e
Sk FEREALAR DG S e PR i 72 . microRNA
FIRTEHTRWT, PRI IR ATCC 33277/
yenl 5|/ BUE WE 40 P miR-7674-5p . miR-
6975-5p. miR-3473b. miR-3473eHImiR-155-5p7K
SEOR R FE, LL K miR-8109, miR-2137FImiR-
211-3p A o 38 3 41046 o ok 3R 3K S e o1 R
miR-155pAImiR-2137 7] P15 4 A 743, miR-
155-5p 18 &5 M HI TNF-af) 23, miR-2137/KF
TR VUG D 48 PR FIL-1089 43 W6 o 2 ISk P i
HATCC 332771 0] 75 S THP- 151 EL g 40 i 25 22
KmiR-128, i Ml p38-MAPKZAEA T N
R Z, 0k B ARAE R, DA T 98 2 4H 24
P, TE 5 — Wit R RNk FDC
38U THP- 1R Wi, 383 TLRA 5 A
TENF-xB, 5 5miR-1320 21k 4k i # i)
I TNF-a ¥R 3L RINFE2L2 HINFATS , M5zl
T4 P TNF-a 7

R TE RIS, AN TR 2 T B0 T s 2 MR 4540
2R WS E A i microRNAR A TS 2% A
I A0 B 53 3] 52 P R 2R AT 7T . 2 iR Bl
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HNEZBRNES , HmicroRNAZR A 2 AN
XA RE 5 1F i L AT T s 2 b HURE S O
TLRA(F S5 S, 1M 2 A obk L f 127 g 22 9 T[] B
A IHE S TLR2 . TLRAKMTLR(E S5 S A0,
i o 0 VR AL [F] H ARmicroRNA, & B miR-29b .
miR-32., miR-891Fllet-7i5 /KK i 2 b8 fil ik
B2 AR AR A, HrhmiR-29bFllet-7£7] 4351
A ] 75 JRAE G EE A O 1) 24 S FE T TLOR ol
SOCS4H- I8 15 4L P 8 (1 i /K- IL6RoFEIL-615
SHSRIEMEER, FIERIL-6f5 5% %
SOCSH 1 5% 3= 538 4ok 1% 22 R TR Iy 1) 2 e 1 £
TR FEE T, B R YRR R I 2 PR O A
YR, FE 55— ge, R iekirm . 7
R b B A AT S 22 W L R e R B A A I 1) 2
LI bk B AT i 22 ol RN A L W At
R IR RE 220 25 K A [R) B A oA A i PR 7 A R
microRNAZRIKRE J7, FH- 52 M F W5 4 i 7% £k 7
X, miR-247ENEZHERL T 8w E T, Hrbop
HR b bk BB B CSERNIE LA e, B R E
21 it 22 BLTE 1  R  TR, RTE B A A Ak
R T IRIEBRGEEHE, BAPRIER,

R LWL A1, AN []F T %) - T AL 20 e o) 2
JE S50 TR B 0 R N AR TR, TS Y R A ER
P L MEREEBRET . A% FOREBRTR . FF A AT
TRVt P R P RT3 T A fe o 5 N 3 ok ok A e
ABEL A 7 LA R T WS SR S, e B
AN TRV - 1 LA A H microRN A 1A K A 22
S, FLrb R SR TR R A G P i B TR SR O R RN )
kR HERE AL - LA A, 74P microRNA ( miR-
181b-5p. miR-186-5p. miR-28-5pFimiR-155-5p )
(M RINAFTE 22 57, Hoh3 P microRNARYFRIA
( miR-155-5p, miR-50-5pFImiR-9-5p ) SIL-67K
FEEARSNE; AEWE BT ER, XmicroRNA
(REIE R RE S AN T, E . BN, TR E
IS, Aok REaE AL & e,

YT UL, 22 2 JR S50 T A CH: i 22 L
Sk FERE LA SC AT M 34 7] 5 [ g microRN A #6748
b, HAERM B ALK T2 5 Gy 50 A4 i
TR, 2E S 0 B Kok RE RS Ak ) A
K. HH T microRNA Y25 HAT 5 B st ] K 41
WOARE S, AR AR 7] — TR ) AN [ T AR RN A7
FELA 25 5T I AN TR R 228, DL B 32 08 %) 4 e
HRRKIEANFE], ARRES A0 AE I microRNAFRIA 7K
SERESE, TIPS Rl microRNASF Sk 5 22 00Kt
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A5 06 2 JR B0 T AN [ Y S e PR s SR . B AR,
i FmicroRNA 1A Y LH ZURPR e ek, Jm il
[ 3 SN il microRN A 3635 5 5 S0 58 1E 1Lk
W LR S AR YT O ik o L I R AT 5T 2 A B
TE 30 Jik ok AR A AL A 7R /N AR I B microRN A YT
2, IR E miRNA (] limiR-148a ., miR-
122, miR-33, miR-155% ) oliid FiAHEEMIRNA

( fliNmiR-30c. miR-126-5p%%) , Al ko
FERE Lk A 6 fE B PR 9 RE IR A, R i e
J¥, XM T microRNATE VAT Bl KHE RERE AL AH
PRI . BRI RN, ERS TR
I3 JEAAR A SE il microRN A F A 20 A F T & 43 o
JE 500 TR 5 B ok e A B A 22 [ L E AR AL DB
“hy 3 ok s A B Ak 2 9 1) B R 3 9 B A R
o

3 R4

S JEV RO B Ay i g Jhk ks A A AL AR SR 02 Y
A HFFE I AL, BRI HLEIA 52 4 IR T P K T
RERENS . B RAE . AN . IR MR AR
N RRR BRI A 9 A B K ok R R A S B A Ak
SR, TN A5 27K - A 2 ) B0 T 4N
A7 38 1 microRNAFZ Mo LA 28 495 4 LA IR 48 AL i
H A A FERRE BB A0 2 J8 S0 e B AR
ANMILE RS 5 | & microRNAZKEAE AL 37 1T 81 7 40
KIHEARIE, I ) /s 5 | & il i HHmicro-
RNACEFH i AR 0148 2487 Hif micro-
RNAK Z4 Mok 240 () 45 I 28 A5 50 IR A2 38 4
. o —MEEE&, BT IS ' microRNAK-
MIFEE, B A R AR AH OC B microRN A R IA 15
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