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KR MERS, mEEM, BRIAMME, W EHH

Jeb R Bl ik A 1T 959 (coronary microvascular dys-
function, CMD);& 45 e IR Bl bk il 1L 45 K A Th e 52 4,
FEA O LA R B R AEAE, W E LR 3
TIP3 BE PRI LR AL R AR
T BRI 98 5. P R 4 RS- JULH 1 PR T e 52 43 DA%
LA P 980 e 80T L 2R Gt 1) o 0TS S e T 3K
CMD I ZHREEALH]. CMDER T 1 Ayt I 5 7
B —FE LR, R WA, B E R X
BED, 5AREMARREIINA R v 7R A
BT, N AR AR AE A BEAT R4S . AT 2R 254

K B ML A K 5 2R T R T ) 7 S AR 770, R SRR
M 32 75 8 T AT A= o UL « T RB Ik Y B D REAT
PRI DRE. IR T el AR Bl kA I 8 o L P
RAERSEF AR SHLE], BT TR
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P EBNE: ARl 2022 4F 52 % A5

NI (EAE<100 pm)!". AR BK UL R 452 H
BT /NSRRI /N B KA R, 7 5 8 759 R 43 B O JUL AR IfL 38
HEE. el IR BN Bk i 5 R0 e PR B0 K I LA 2 S R T
REN WK IE DhRE I B B br. AEFRBEOL N, R,
B BB A E AU S DR 2 R T e AR B Ik
BRI AR TR, R IR S Ak a9 R A
e, A WLZH A ) B B REA Bt 7 P SR Bk
T 53 4 s BRATLA D J2 22 T, 04 1l A 45 4 57
W MR . M INR R AR EER . 45
b T B RE A i R L AR ) 28 MR IR
TS EA L, EE FE A4 B0 IE S > P
Je /NN KA YA S, I D RE S B HE Y R T e B
T P NThRekEnG DL B E 4 RGNS, H137E
B, B AH R T Re RS 2 el R B KA L 453 %
s BRI o 0 B B D). AR B R, S A
JE I P B AR () WS i B T SR 1R 48 0 JUL 20 L I
E. SRR ONUIEE . O ULERII . 55 155 ZO0R B
2. kAL BRI AR SR EE LT, &
A I 2 BN BB R IR N B TIONLE N B R
B i e DR (B 40 BB TR) 22 N R 40 B D e o 51 ik
seb R B Bk A Ry, AR Co L VE ().

LA PR Ty R e A DA A A o LB A0 R L 0 8
B R R . O IR A AT K T RS R A
MR R, o I PR R A48 B T DA 38 AR i 22 o oAy 905 12
M F, tn—E A R (nitric oxide, NO). W #-1.
IR R P 7 R 305 4 7 % A6 [X] 7 (endothelium-derived

hyperpolarizing factor, EDHF)&E. P4 &7 4 i i ~F- 7 1fiL
ERTIR AL W 4 oy T L, R B4R S)
Rk RS R T A R i B i B — LA,
POE ATPIH K B8 7338, ek A i i k™. 76 o iz
DIREIET R OL T, SRR SRR A4 BRI B (wniz 3h) =
fg RSN K AN AN UL E DI 5K, AT S8 I et ik
BNk L B AN JULHEVE . P B 40 () T R 52 22 b s e
DRI ZR RS2 R, v JOE ] e I E RO v o e A v I
WL S0 )55 ML 2 5 A B D RE RS 1) K
a2 ke H B SN[ A =N = NEE B == K F A
PEAIK %5 5 5 25 1 (low-density lipoprotein, LDL)I{ % 3
FINOM JE. BEFLARW, WRAR AT LT ey i A S A e
LDL /K-, 545 A B2 K D e, e JIH 8] e I e
T U AR BN IR /NS Jok i 67 5 e A 3 55 I 8T 7K Dy R P
15, s AR BNk A IRE R pl R 288 -5 Bk 28 (1T Jk. (£
TWNAB=372 1 S (I = TN (R o b S UR 7 A N s
W EENOA BRI JR/b, 223 1M 5K 7K 2 4% 4 i (angio-
tensin converting enzyme, ACE)V& 418400, SEZEAL
SR IN, AR AR S W 4s A Dh e 21 L. 164 DR IR
240 i (0 R PASOL S AL MG A 1) 7= ) — ik =M
2 (epoxyeicosatrienoic acid, EETs)#iA A& EEH]
EDHF, {E4ERF1EH (¥ P9 & 5K Th fig ik 21 5 22 F H
FATVA TR, L FRIR I A A B SRR IMEETs #5
T A A0 INOS Bl i ik S g, AN #g e 1
R A INO I A & B (RIS A 52 & B, EETsid i
BUE BRI T (cyclic adenosine monophosphate,
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Figure 1 The structure and function of coronary microvasculature
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e REAE: TR B IR AL B RE R AR5 0o I

cAMP) Fi% fIF Bk — Tl 2 JUL I R 22 75 24 TR 2 1 T I
(PI3K/AK) 55 5 % A2 3F P R 20 B AR B . S FE AT
I A0, A R IR B 25 AN Bl K
TR 9 R, LA PN B Th RE SR, Sk 24 A B T )
MY TR SIS, 5 BOER B k73 58 B il Y
YEIRTY, MR D. X SR F A ] S S0 A
LT B RGNS BEL g 3G, s e bR 2 ik if 8 A0
O UV, I K (K2).

2 ARSI D) RE RS 5 AL S

JEE PR /Nl KA B 1 TR R 4 AL P e B A
FUUIEJE e S BRAE, ZE O U R, R
JUFE o i 5 T A A K D e JUL A I ) R A8 7 K
Wt B DR R AR ERAAAE, IR Lo LR 0 £ 45240 M
(1) B 4 /N 3 BRI 5 A b (RIS AT I Jo B 2T
2 AL P (B2 PO 38 T2, BB s e A AL I 9
b, BENRAUEI L ORI, 3K 2B
Ml R 5 /0 B 2 S T 0 2 R I S JRE 4 A ) R
B, RN 2 BB HIFG T 145, /N RO
HETHREAS 2 B R 25, 2RIy 0o U I ATV V- P 484 A
O JEW A Th g K35 ATPSS & 4538 1R & 19 7T LUl
DLV A B2 2R R A I H BRI KCT, 4R T ] A B2 20
I ) S B e N e O U AL P L D 2
N9 FE 73 J55 A7 Ao 380 T S50 JULAE S, AR B
WRZMPRIE T o FEEMIAE E LT, &

T AP R 78 R IR R T3 0T DA B I T AR
TN B E KR T Ak, TR O LR E,

O 2 I AR M R JE R R JEE A0 L (hy per-
trophic cardiomyopathy, HCM)f]— > EHE ZHFE. H
FUAEHCM 5 114 0o JIE 2H 283995 B A U o R 30 1 BH 2 1)
ZINBI K P PR A A I R R, 38T A T AR
AR, AN, U AE Dy RE s ALC LA 4R AR5 7T
GO & 3 R A IHCM R 3 gt —
T FH T H 5 U 2 4 4 2 A O JUL L0 V8 Y R etk
Sk LA & AR FC B UGIE B, HCM S 201 e IR 3l ik
LS FRAF A AEE T IR R E R, WA ET A
EhFEEE, I BN = R S O UIE E R
o S IEAR SR L RS ARAG T A 4 50%~80% 0
HCM & & RN A [FFEFE I M AL I o, IEsE [
HCM A 1 T 56 R 2 bk A ifn 85 e -5 500 LB I 2
Ap UV e HCM B, 6 R 3 ik I i &
<1.1mL min~" g~ R FI #F A B U oz 5,
g bRk, AR Zh KL D e RS 2 5 O LIE &
T (1) — > H B B AR, It A ) e A B 28 DL A
AR LA ) 92 T BOIE RO LA 1Y R Bt R g 2
b B B R HERS, SRR BN UL ThRE AT Be = R EUR
HHMAC VA RIET:, & FECC SIS AR

3 Lol 5 SRR S BRI A ) BE R AT

SRR B ZR S fE T H AT 2l i AT

SR PNE il Py
v y v
/) \iR R BB ARG MERAE
v
BPKME | ------0omo > TDRENBHIE
i i
NO 1BIE. T8, MEHE
o i 0 1 g
NOSH | | cAMP | [ PIBKIAKT | [ XBP1 coad |
5 A X ar —
L eeT | [ mirr24 | of miess |

B2 PR AL SRR Bl ik el i A v g 1

Figure 2 The role of endothelial cells in coronary microvascular remodeling
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P EBNE: ARl 2022 4F 52 % A5

AT I 1 ZE 1RO AN B REIR BN AK, AT PR 52 0o JUL 4 L 1)
MR, AHRCDI4T T BE 28 1 b IR Bk I F A — € 2= 3
HAOEIRMIKE. E5 S b e FEGUL
EIIRR, HBIRE R, 76 S e O URISE
FERERE S, H40% T RIS, St 8 15
A A, BRIV FIBHZE. AiEdER, H
556t IR 2 Kk P 38 L A 3 5 b v A K I AR O R IR
Ak, HEFE X Y45 B B BEAIAT) 5 ot A e A A ),
O R L HRAS A5 R IURE ZE Hh O3 5 98 B R R MR DRI,
$R o7 FEL 28 AL A FEL RS o LI 370 P . A U
P ) (R R UF S A 1) FH 2E 5 8 0E X3 IR A 5 4%
ISR BT R TR IO IR A, o A PG )
O VR IT SRS AR B2 V. IS S SRR AR I (1)
MUBRERE, 18 R ST VAR 25936 7 S ] SO R D) e
RBIREFKE. BFRY, MARTRAR REE s 2
PECILEEFE f5 CoWLK Bk s oL I A2 =5 4G DA R Al
AR SR, & 44 Y7 (hyperbaric oxygen, HBO)H]
U AR L/ Ty e A R PR L A R I, XA SRS
AR 2k O JUUBE SR R # R 3 TIEsE™. Rk
O WUFEFESEEG AR 5 TE % I 420 R 6 FE 2 A L,
HBOM# | /e Uife It 4/ 7 REFEIH AR, IXIR W] k2
UIILE MR SGE SR, SEAITHLEL, mEEST ]
FoATS P RE A 5 3 0 WL LR e DA S o LR B 56 3 PRI BE
T2, PIEE RS DU &0 B TR T s - P 5 ik
OB DO RE PR AG . 85 I8 T 15 057 3= 2l i 5k /3
ok 4 e v LA, ekl 1 AT L T A I R B 4 L
J ZIN B IR PR R 3% DA K% sk 2> 44 AR PN 4 55 O T R AR
AP RO HUEAE I Eh P SEIR AR, 2T AT
FLMAK A UE B BeAT R I/ ok L5 ok L P . P
VRIS LRI LR SE.  — Tl PR AT 75 328 B el AR 3l ok A v
SRR K R 8 B O TURE SERE SR I AR, 503 Sl i
B hG AR PR . R T AN IEE S LA, FER
U FEAL AL o, SR BN K P 3 S R EF 90 mini=, F
FEVESRRLC LM R G I P £, BEAE AR D 75%, 0
Dife w25 0. IR 0 3E N B AR L kAR A AT
R 77 300 % e IR BN IOk i I 8 WS i, AT 38 R
o JULFR AR Y, Rt T LA SR ey > v 2 i 7
A R T R B S A R AR . B
Mz Ak, FEEI OGN WEREDN. oF BRE
RS2 4% BEL T 711) 45 245 W A 503 el R 30 ik Pl L 6 T e T
WS — @M. Bz, mRS KU E FG 2 2 H0

JULFER v P ) EE AR LA, T3 B 28 A0 MR TR
SRR RN, 38 3 b A A 254 S v 7 s sl IR 2l ik el i
(Ul 7 STIVEY SEEE -SSR

4 eI R A D RE AT -5 i o R
B0 ) 3

S§F 11535 07 B 10 J3 % 48 (heart failure with pre-
served ejection fraction, HFpEF) K i R B FEF+ 5, K
AL 32 20 IR K DI RE RS . HFpEF 38 10
JIE 25 250055 BEAT) B 3 e R 3 K Al A ) A o D
fi 0221 DR 0 Mk G oL L3RS £ R 2> F B HF p EF R
(¥38 Shilrt B RO BFFC R B, P B 40 I 2 ki
T 5 S (E HF pEF ke 31 5 245 7. bR 3h ik
T A8 PN R A BBty A s S LIRS, R — 2R
X% & T (endothelial nitric oxide synthase, eNOS)fi#
TEIBCFINO A B /> f& HF pEF (1) 2 S5 2 5 Y |y
FE 45477 3 BINO ™ A 9 /b LK i IPK GF - i % 2K
G NTTRYE Wil ) DR R R RER TR ) tad i i B U
R T 11 470 o (1 i A 4 MR T3 A K TR, T )
JR AR HE O JUE 2H S 4T 2 A RN BT SR T R R RS 0. AR,
T3 1 TR G K L 51 R 1) 28O0 SN BT SO B L R
e FEOL A YEAL . O IEET Kk T g RS J) £ HFpEF
() — A~ B LR PR 05 73 R YL 1 28 P B0 A B 4 453473
RITIIL A PN 2 T (1% 43 06 8 0 A UG UL A 5 ) . T
IF, LB 540 5 T A A I ) R R AR N RE R 1
4N A A 2R 655 BRI, a3k I A pAY ek AL R Al I A
BT, 3 A 3 A e 24 3 IR AEUMUE ) R AL ¢
SR )0 L ZH B S SO R BN A2, A5 4 R AE T
0 JULZH 2] 53 58 Jo7 73 Wl 8 Jin AT 3 B0 45 B K
O EAT IR T e AR AR TR — A R R
IR B B A 770, L7 B T 3R T A Bl 41 ) ) T R
WA T SRR B ik L gk g A T RE, A A0 ULV 1Y
b, G LW 4 7y 1 5. % 38 3 BEL Y 7 O UE B AT AR
P 5K 7, SRR, DRI v R s et R 30 ik ik
LA A8 1 I A 4 RO LRV, a2 T 42 =i HF pEF &
O METhRE.

gx bRk, el R 2 kL AL B ) O EE E A
MO JIE T 5K T e 32 42 3 BUHFpEF & A 1) H 2 5 A,
DSOS o L6 2 ) P r oo JUL L Y B RUSC 4 70 v
7 HFpEF [ — ™ 1 22 5 g
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e REAE: TR B IR AL B RE R AR5 0o I

5 R A Bk 4 X RE AT 5 9K L0
Ly

kA0 LR (dilated cardiomyopathy, DCM) /& PA
OB TRIFHEAT O E A D e BE S AR AE ) — 4 7 o
PO WUR. B% . R aE RGN B B S M 2 H
T EOR KR, AR, FEDCM R, X LB S0 K & 5
ANfE T8 A AR R D IR D) RE AT PR, FLAh R fE
RIZR P REATIORAFAE. el RSN IUL P B A 2 3
HDCM L T B AL 5 AN B 15 1 — N8 LE e [
R, UL FRhG 2 B0 VLR S AR R (1) gk, O LAH )
TR, SRR B o 5 45 L SR 4y DCME # 1
RTeE AR Bk I8 A2 o B S B 28 1, T G A 1) et R 5
Jik M & 2 gk 1, I X R ml fe S 800 IEDh Rg
HIRFEAL, S AR BN IK U 3 PR G FEDCMUK A2 K
e EELEHYY. AR R RS T, DCM
A5l R NBE I e IR B K i 2 TG B B 22 e 1, (H
B O UL AR AU 1) 75 k3G 0, DCM I Bt R BNk
L7 ET 486 0 B AU T A e A RREC . bR B ik i 46
IS 2 et AR 2 ik 2R G A Lo LA 384 o 5 242 R 25 3
TREIE B B R ETIKRAS, 32 el R B ikl i
Itk Re 0. AR Bk %% 32 UEDCMIF — AN F B L
AP b, 5 IEH ABEH L, DOME & O
1£<200 L IP)ZINSl Rk i 2 P S0 35 BARR, T K ) sl PR 20 ik
25 B R AR T FLZEDCMFTELC J1 v I 52
OB I E R N R, 2R, 7
ik YO L 0 I 4 23 B PN R 4 L ) e A 2 AR
(R, PN Ty e e s e 8 IR 1) DR 20 ik fl of 3 ) s 1 )
#Fok e B, FEDCMERE (41 A i b R 1 (Os-
teopontin, OPN)HJFKILE T, FH HOPNRIEKI
HEEWE R-IERKR RGBS 2 A, OPN
AT DA BE O I A I A )RR SR i AL A, 3R
DCMF KR ERT, seab, sk v JRER KT 1t hn 5
DCM 1410 IE 5 10 43 502 SR A G, 1T I P Ji) W 4
R IT BENS DG o LI HEVE AL e i Th e, i
BB I 3R AT ) 90 A4 U A R a2 I N 2%
WO ATNO R AT LA 7 A IR B I 8 1) L &
M 23 DCM 2 1O IE B RE.

SHIR UL, O VLR A I A R )R R AR AR
10 0L 8 7 T i i 45 R 3% 5 S0 O L 400 I 97 v v A
Ae LN Rk D, RO LA B U 4E Th RE BRI, (R 3k
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DCM-U I REHI FR 4% AL.

6 B FRY 0 LR 5 e MR 3 Bk A L ) A

AT

R PRI 0o LR e — 2H R AR AE R PR £ I HLHERR
gk /L9« e L 55 R T 8500 U D 6 B A ) JUEE
. FF KT BE RGO B PRI O LI 5 A ) 5391
3. BRAE A e M-S B Lo UL SR A ORI 9 J
B2 M PRI Lo UL (0 B BT AR A A ST R IR B)
ik Gl ML A7 45 A AR Al B UL F — A B BRI
X AR A 45 B A0 LA B I 7 IS KR T A
L P9 R R RN B0 ik BBl P R A0, R
T 51 76 ) TR AR S Ik Bl LA ) 538 T RE 5 B0 Lo LA L 45
PR B LT A, B 25 300 S IR G FNE 5K T g FE
B E XU A S K e, B ROV R LI
il 3% AR T 1R AHE; 78 SRR N BRI R
LU i 2 15 0L 375 W e I 20 B 5 9 R A0 22 L
SRS o 5 ARG £ AT B ) AR B ik
VS ZER AT RER) S, L e M e — R S 25 3 g
Fikh 5 3% ) B B e DR 0 B o e 9.

AR, m AU e IR B K L &7 5K D RERY)
P TR S AT IR, SRR v B AT e
ORI 8 B T AT AR, e seem i
S it 084 TR A 32 ARy Bl BV AG LT 1 (o subunit
of peroxisome proliferators-activated receptor-y coacti-
vator-1, PGC-1ou)ii ik 3075 240 A% RN 2 ks Ak g A 2
DIUINRF-1 (235, A% LRI (1 A AL B IR AL 7K T A
ATPIA K. A R IPGC-103RIA ¥ T -5 35UIR 17 R
AL N, 5 PESEROS™ A4 2 A0 Py R 4R i R T,
T 5 B30 7RE0R 20 kI 5 P 28 AR A LA £ i),
JEURK B4 £ PR AL IR AR A I 2T 2 19 KPR TR I, 3
Iy &Y M PRV BINORT A i L- K 2 MR 1 5 &, {2
I RT3, AT 5 PR /N BRI U 7 7k 2 e,

LR LTI, SO PR R A e R B UL A
RS AT BE BT TT 093 A1 E S0 PR 0o WL 2 e 1) —
AMEAERE A

7 COVID-195 R A Bk 4 T RE B bt

AL R 75 i 4 (corona  virus  disease 2019,



PEBNE: ARl 20224 2% S5

COVID-19)7& H2A! 5w IR 8 (SARS  CoV-2) 4L T3
() 2P il 9% DA R HoAth 2% B I 55 . SARS-Co V-2 5
25 41 i 3R T8 1) 10 5K 2K 3l 2 (angiotensin-
convert enzyme 2, ACE2)SZ /545 & H W 4i i 1k s 5
L5 5% )RR B FH 3 4 i Py I A Ak R T IOKCE,
M K 2R 11— oK 1 B 40 1 55 R /N3 ik afi 8 i
i, I PEUMART AL, RO 2 e R,
SARS CoV-2/E M ishfe, SEAN R4
W MU, BN e, DL S 33 B I
B B IR I T B AN B o 1 A .

SARS  CoV-2/8 4y T EB4H I 41 o 1) B 451473
RO R, ACE2FKIA T EB4HIME H 4. SARS-
CoV-2 /YL () 7 1 £ 3 5 B 41 1t A P A 40 B F) e ok 2%
DIIAR . JE 41 M % E B 40 e 3 SR A e, %o B 41 I A 1)
TR, 435 A0 9 5 AR . R E A R B
SARS-Co V-2 #E FURi A TE T O lE N R AiMe iy, I
FL AT LA 550 B 40 A 45 44 AN 3 B S DL S 4 A 1 R
T2 SARS-CoV-2/& 4 5 /NI B4 e A/ ik
19 P 2 40 M e RIIRBE A 9. P B Th BB 1 25 L S 3B
YT LA PN IV IR S 0 S R A A gD, R S E
Oy LI A B PG, V22 COVID-19 23 76 7 F 1
RO VS & B KT, RO LN AT RE R B
F. AR NS & 0 T ] BE A i T
SECA B A AR R AT SR AT B AT A
H 2 SARS-CoV-2 /2 75 B YL O LA i I 5 B 82 Gy
S IR, O LA B 5 45 A2 75 R AR BT B, Bl i A
STt S A FD AR I 5 4% 51

B4 I 70 AN AR B Bt /2 SARS-Co V-2
Y FIT E0A E L B AR, AR T R A R B
B G I A A 1) i A 2R B T R BRI 4k K S PR
WY %36 (acute respiratory distress syndrome, ARDS) & #
FIOf 1 T SR BT O R S B A Bz 4 i
[ A FOYRZE, (F 15 B 40 M E 2 TRIE N, SARS-CoV-2
HENIMGR, 5IR M B R-E Bk RRGEAL, 51K
I3 B MUE BUMKERAE, Be X SRl ds B, s il &
OIS V) 9% RE 241 FRE T R FS SE DR R I A ¥ P 4
TSR PR A AR 47050 g i 3 42 ML TT 5 850 A ot A4 ) 7
R R 4 i 5 5 SARS-Co V-2 8 e 11 4 935 N 25,
B E4NE BEE RS2, TRHZE B E 5]
S 3 ) I 2 LA IAR TR R, A MA RGeS 155
RAAFAEYNE D THIFEA, ©BHC3a, CSafilfEld

S, T EE L) REREAS AN AR M 9 A2, T i
BN ACE2SZ AR sk, A B 1 4% ik e R 3 ik i e 38
I, SEURAE ShK SRR AP TE AL R 2, AT RS
BUL IURIFE ) A A1,

H 1 2 #2857 72 S TR T7 ™ E ) COVID-
19, GLFERAASTIHIF £ DR 7~ FEL IRy 92 0 57 i 2
. IRAASHIHIFI(ACEL, ARB)H] REA77E X ACE2-
SARS-CoV-2 KV 7E I, {3 AR IR b 5 i SR PR,
{H 1 JEUEHE K AR AASHI #1577 {2 2 SARS-Co V-2 75
JRGL. — T30 5 T 7 2 2N ACETRTARB I . FH 5
COVID- 19/ & A FN ™= S F2 2 [d] HE e A M. ACE2
MIAFAE R LA FR B HEN, BT ACE2Z AR T A
IR E RO, 5 35009 55 B 1 ™ AR R n,
B0 ACE2 3% M IR 6 7 48 Tt ] R G RT3 75 8% e b 11
OIERI. 5Tz PR i MH AN, 40 R 7 B W
%, WILAIL-6FIL-1B 948 s 97 Y5, AT REAS 24l 1E
FRFE IR S, COVACTA TR ) 45 5 22 B IL-
ORAE FUI 2 Bk B P IH AR T B 243 COVID-19 £ 37 11 IR
T LD BRI, I RIS TR At i
R BEWTIE T, BFSIL-1BH0HIF].  JORE 7 K52
COVID-19ff1—/NH R GIRFAE, Bl TSR EIRIT
COVID-19% % Jx B ¥ 5 J5 I HEH A A . — 9N
21004 &g HIBEHLG B S aG E 7R, 10 4 N F AR
TR A AT R SE T R PRAR30% 25 A5, W R
FAVMY RIS (0 JORE RS, T HLRE S PR30
Pk P AL A TR BT LN B AT, SARS Co V=20 kil
Tok 5% 47 7 200 LA AR ok S A e T B R 5 3 R
KA RS, DA B ARG T T BT REXT B
(TG 7= A RIS, {24590 () 2 4 87 F B St i 2
AEAE (1 A8 B v I R et o 4, 2 A AL
(YR TT SR M A4S I PRI 2801 e R AL

8 SEARANBKALIMLAE FhT 5 R AT RNA

K8 AEMIZRNA(long non-coding RNA, IncRNA)
e —RKBE T K T200 ntHEEERNAS T
IncRNATE A 7 R IH2& Z R 24, Wdr At
(cis)Fl R A (trans) 2 77, BiF# 50 AME T (signal). 5F
(decoy). 5l F(guide). L Z(scaffold), 7] LAARYE
IncRNA 5 AF 17> TS5, B 73 N4 & DNA.
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Coronary microvascular dysfunction and heart disease

NI Xiang, FAN JiaHui, CHEN Chen & WANG DaoWen

The role of coronary atherosclerosis in cardiovascular diseases has been already established. However, myocardial ischemia is also
presented in patients with normal coronary angiography, which results in continued deterioration of cardiac function. In the past two
decades, several studies have shown that abnormalities in the structure and function of coronary microvascular played a vital role in
cardiovascular diseases. Coronary microvasculature is a complex network comprising small arteries and capillaries, which supplies
sufficient oxygen and energy to the heart, as well as removes harmful substances produced by cardiac metabolism. Coronary
microvascular remodeling is one of the adaptions of the heart against injury to maintain the homeostasis of myocardial energy
metabolism. However, under pathological conditions such as hypertension and diabetes, coronary microvascular stenosis and
obstruction might result in decreased myocardial perfusion, and eventually lead to the occurrence and development of cardiovascular
diseases. Clinical observations indicated that coronary blood flow reserve was reduced in patients with cardiomyopathy or chest pain
patients with normal coronary angiography. Improving coronary microvascular remodeling and increasing myocardial perfusion
might be a promising strategy for the treatment of cardiovascular diseases.
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