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Je WK AT #0 2R G 32 8 o i sl ik CRC AR 200 ~
500 pm) BN IK CE A2 <C200 pm) B4 IMAT (EH AR 5
~8 pm) DA B A i ik CELAR <500 pm) 4B 2O LY
LY 3 £ 1) 245 45 4, 2 5 1 v 55 0 UL 40 I D5 1Y)
A&, 43 AR 2 5 B AR B K A R
I 25 5 2O kA A 2 BE 98B L o0 LEE i fE S b
T B 0 O I KA. AR 52 & B, CMD
A 5 B B - R N SRR TR i A Y
B A5 AR B A R U AR T AN S A RN R
S, BRI S DK GG B 435 4 5 RN T RE S

T DK TR A B 445 e Bl 7 0 A L 4 R R AL Bk
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fR S TAT I EAT B T 22 Ik 0 i R s g i k=
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SE P I 0 B0 AN BLO LS A &2 26 . Rho
DR 41 1) ) 92 BT b 5% W A £ TR IE BRFS A B AR
AR DD I R 2R O SO0 KA T IR
E WG PR BH 77 38 B0 (Index of Microcirculatory
Resistance, IMR) ™ & A 55 12 0 4% 5 10 i A2
L PR A R B8 0 3 Ao e 0 a0 JIE R A
A R B R R M R A 0 0 R R I
PO 0 B0 AR

2 EEKRLTEIAERS B R E AR — LI A A
2ol B 1L 3

e JoK 1R A et 15 U1 T o I <0 R B9 Y
W HRZ O IL I L7, B AR B A N 22 ) I 300 el
P T AR BE S R A » B EERIE) & M bk B
BE7 CRAK « 00 )2 MUK A 267, T I B s AN AT
ES NIRRT I S V8 N 1 <561 A e o S
7 T He— LB AT AW L B T KR T
BTSN R TR Y U . X 5 BN B
58 368 76 Ik 10 B 1 3 25 AU 3 45 BE CMID
P30 8 98 A B ST R A8 IO 80 R RE S A TR L A I B
P05, —J7 T T/ AR R BE o T A L S B
A N BB RS T B A 5 I — T5 T R L sk R
A P9 Bz 20 B e A AU R WL ATP & s b, 5



$38% Hal

EAF T AR ST 5 K RO B R A A B 5 679

RTINS P R 20 A B 4 O, R UMK LR
B O AE I [ AR RE S HE AL S R
AR TE B, T35 04 I O SR T I A AR AR T A gt
",

I PR 1 CMD 4 = 95 AL 8 A8 52 4% , F 78 4% fk,
Z B, Al R UE B TR R L R A A DA I
PTE Ry %0 1) 22 IR A 22 28 38 I A0 s <O I 9% L <
LRSS B 445 | I AR IS | I S ot 9 AR R i
. B, B XS AS R 2 Y 1 58 IR 7] 2R FH 45 A0 I
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[i) 4 (36-item Short-Form, SF-36) . % Jif W4l & %
(Visual Analogue Scale, VAS). #l fif A IF & 3+
(Safety Data Sheet, SDS) &5 % W ¥ T Bk . Il iz T
i PCLIAYT W38 25 e 7 o o8 i R ) B B, 35 T
SR 2 W36 T R 0 A B I RE R B0 e R
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CMD ., Z& i Wit PRAE MR J7 0 B AR 7R, 1% I A
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J R RERB AR AR 38 0 BOIR R IR D 43 L oy R IE i 0F
4y B CRP(hs-CRP) A E-13IL-1p) . N & &-
LCET-1) i 23k, Fh i NO KF TR I8 42 48 4
o VR I R R L 3 i R e G B A
T3 ARG R I ILIRE 32958 1 BE 0% A AR 1L v R T i
(Total Cholesterol, TC) | ik % B i & 111 A [& P
(Low-Density Lipoprotein Cholesterol, LDL-C) 7K
o DL KA i b R R v DD L A i BE A R AR U L I L
BEE LT A0 R AR I 0K P DA T A S8 s e A
PR U A BIRYT T A AR O S A R F Rk
AR T A 12 B RCT Y meta 53 Hr & W,
SGIRIN Y & 3 SR N S S R L DT o | 4
FEAE TR IR Bl DK BT A s A Y O SO RE IR LRR =

1.46,95%CI(1. 25,1. 71) , P<<0. 01 ], J&AK 1L 7% ET-
1 KF[SMD= —1.63,95% CI(—2.29, —0.96),
P<<0.01]%7, B Ah, — Wi F 11 3 RCT, 44 A
1075 24 B H K Meta 43 B 878, B3 75 £ 0 AL AT DL
ek Dk B il A8 R e AR A Y et AR 3l kI A A
(Coronary Flow Reserve, CFR)[MD=10.43,95%
CI (0.28,0.58)], IMR[MD = —4.23,95% CI
(—5.49, — 2.97)], NO[MD = 11.96, 95% CI
(2. 74,21, 18) DK . 43 R0 3% kB 3 L0 3R B i
. —I9A 3 5 RCT B Meta 0 Hr 2W , % MR
7 IR G B 7 300 T AL BB 85 AR 800 T K R I A R
B IMR[MD = — 3.31, 95% CI ( — 5. 16,
—1.46)],.089F CCS A H[MD= —1.20,95%CI
(—1.33, —1.07)] A & NO[MD = 17, 95% CI
(9. 04,24. 96) JFLC ILEE BE 5 #4767 ( Thrombolysis
in Myocardial Infarction, TIMI) i} 48 [ MD =
—34.5,95%CI(—39.7, —29.3) 1", & WL, & i
AR R ME 2 M 44 J7 5 v 24 A e e K T I
T3 AR T A SR R .
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P8 ELZEUE 5 PR 0 BROAT 22 R L T DA 3 B 1L i
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) AN [R] I 5% G0 T i 398 FH 35 0t P i S FEAT A 3 1k Bt
UEIR YR % 0L A6 % 3 7 AT 3E % 28 CMD 1 - i
o B AR B AL & IR TR .
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SiE AT 3 Y R A0 L3 AR Y R AR 2 3 P 4 (Reactive
Oxygen Species, ROS) [ 77 £ 3 3, DL K iy T Kl B
G328 T TN Bz B R D e Ak 2k, I /N AR A 4
JRUAS BFF 20 P Bz 52 40 405 0 A0 JBORE IR 3 bk Y Rz . DA
M 4% & CMD., B9 & 301 7 AR 20 ik ok +F i 1k
X LEAE M 8% L hsCRP (/K F-5 CMD B #%
FE R0 TR R it A FEL ZE 7 O CMID Y B L Il PR %
B, L AR ™ R B TR 5 06 R R b A ) R A
%, f13% hsCRP,IL-8 I IL-6% ) i — s 47 % T
oA it P A 25 PR o 2 A Y 1 A L A REL 2 RN/ Bl ik
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A B A % # M ( Neutrophil Extracellular Trap,
NET) JE 5. LA KA il e % N 5 8% ) 5 «B (NF-
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T 00 A T LA Sk A7 03 ] 58 A 52 1% A T 13
S KRG B B0 i IR B FRATH P2 =L VR AT
PHE N4 A BABIFSE e 03 i Ak s rh 25 = &
B oy =B B BRI NF-«B Y35 1k,
i #eAb4 K B F-p1 (Transforming Growth Factor-
Bl, TGF-B1) & [ A&k, ¥ % 3G CRP. i IR 5
A F-a(Tumor Necrosis Factor Alpha, TNF-a) .4
K44 A F (Growth Differentiation Factor -15,
GDF-15) M 5t 4 Ja 8 i 9/ o < i 2 A4 21
55 (MMP/ TIMP1) FUAE 988/ 48 5 7, 400 il 4
o Ah L S BUBE S T I 25 AR o S T,
HATH97 PISK/Akt/mTOR 38 % P 4 A2 A Wi
HRHT A I RN LR A L A8 N B A AL, [ I AR RE £
#E AMP S5 BT R 95 AL 2 F1 B CAMP-activated
Protein Kinase, AMPK) (431 o A 2035 0L 9 5 f3
TEERES . WEIE IR R W, FHEB R B ELA 0 1 20 4% 40 i
i 5 7 1M 45 L B BE D 5 B 2 B AT o0 Ak R
4 ffL, T R £R i A 25 K 4R HE — B AT BE Y
HLAI
4.2 E ARG E AL B R

A BOR A ROS 1 7= A4 5 9 6 P B A b
Bl R G R R, 25 CMD 1Y 55 — H 2
o TEARN  GORAR (i S A W i A RPN 5 19 45 v
AXHUE ROS M 2Ok, i 5119 ROS 2R 4N
MR35 AL 45 DNA g 5 F A 5T, e 25 304 i
IRBE AR T 5 340 AT 3 50 A0 O 5 IV G T L 385 i oy
Bz 38 7 P A A S W UL A0 A D RE R AR LA,
ROS/ A A& 7] 38 o 9855 NO AE ) R 51k
PO R o A5 Dol e A 7 R R A O B DL
i PR e S S0 T R T J i 2 0 — A% TR W98 TR 4R AL Tl
(NOX) By _E 3 38 T 3 B2 40 g v 1) ROS K- IF i
HE A B ek #1110 M CAT-1) 32 4R A 5 19 i 45 i
4, Wi LDL KSF 23 BiE NOX 3 ¥ . DA i £ ik
PR AL LA ROS BLE At

ZRN R T RARBUEALY) . K 525 R WA
Yy 2 By BA PR ARG BR A b A PE HT il R B3R
(IR AR N o NS\ N S R

HUHES T KB CMD BB, IFBF 5 T K A R
CMD K R Y 5% i, 25 3R %0, R & FHE o s
Nrf2/ARE {5538 % . e A 20 i CMD K B i i
FTN R SR I L 2 0 A Ak W A T R A b H IR —
UKt SN N E N K2R AR SRR R ZY
I 00 AL A0 20 4 1) 483 05, 2% CMID, 42 T 0
WEDIRE . 53— T 3 4 S 9 i 9 o R W, 25 AT I 24
Yrfie b 2 98 #5 Nrf2/ARE {5558 8%, B A% AH ¢ 1
mRNA FIE R KK, 08022 A R R I, 38 m
SEE bR Bl Bk a3 . DA B el s o UL St o A g R Bl 1k
EER
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PN B2 1) i B 1 42 el ok F 0 B e A 1 32 EE ML 22
— o FETEC AR T R ER Y Bz BT U0 R ) B AR
5 B A R A BB I A P R T BE KL DD M R
WESE & B, -0 2 0 Tk oN B2 B 3 1) E TR PR, A
1 2 AR R v S ER S kR i A P9 e T8 B B 4G
7T S8 i PR A S T DL AR I A R 4 O L P 0 240 i
BANBI BB AT 00 2% B P v 0 e IR Bl
ik P S5 Sl A RS 78 £ 10 4 DR SORY B 28] 6500 5 PN B A
FLEOT 3k S 5 3 0 i A SR 4K 5 I /B B NETs #Y
T AT L B A I 3 3N L AR HE i A 8 e L Ol
TR TR R A0 L PH - 5 A R — 2B 1 PN R 46 405 3 T
W S Jk B3 9 BR 0 L b L e ik P R 3845 A 5 ) R
1 e =R T A K, IR TR] 7R b SR T AR SR
PR A0 R e NO /9 BE 71, 512 CMD & f§ R
T,

% AL 8 L SR I PR b 5 o i AL 1 R A o = o 2
P2, T A M S R o A BB R A 2 T
HZEE, M BTG 0 AR B e i R O
I ) — A e i PR 2R I VI AR 2 R R 7 B
I A T AR 2 B T R Ak T ek L Il 1 A
DA 395 1Ry 3= 114 5 245 T DAGR 40 1 8 P Rz 40 L A
7T 30 35 B 2 o WG R 1 FRAT T P I8 R A AR 5
FLPHS = IS S, A ISR 25 T T ik
SN DK PN R AL & BT LR AR B R
NO K, 955 i 4 &F 46 heg- . A B 98 a0t R
3y Ik ke A A A B AR, U 8 K R A S 38 1 B ik ok AR
PRI B b 36 57 PN e 1) g 1 1 A L 25 SR 3R Bk g
fE W] 0 R AV I 3 B BT Ak 9 (Lipid PerOxide,
LPO) & 4t , Ft i Il JK 1 51 35 & (Prostacyclin, PGD
K AR M4 2% A2(Thromboxane A2, TXA2) 7K
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AE R R %A S A9 CMD 5 Bl ifi 5k 480 . 9 2
20 0 ) R B i RSP IR B L JRRH G . kI Bk 4
PR R A RE AR R H BRI ATP Sk
Wb T ATP VR 240 M R 5 1Y 32 2R I, [ i &
JEAE B BLF 48R DL 8 & H (Fibros Actin, F-actin)
A FE S Sy F-actin HLAG 328 148 9 Bz 400 i 4%
B (M ME L Y ATP 7= A4 3k 2>, F-actin
R T B B A 5% B % T SO i A s
1IN s =5 A S N A D RS e W
R T fik e o) A S AR IR T RO AR b RE . AR AR
o2 A R B B ROS, DTS BN B2 40 g ) A
. TEAMRE &AM SOR AR PRS2 B2, 40 (4 R C
(Cytochrome ¢, CytC) i 3K 5 S 09 6E J1 BEAK . N FZ
20 M % D A . B ROS 197 2

BB = PRy R 7 SR E R AL
RAAEE IR 3 01, ANRBE R A ATP #9724
RO T AL I B R B I AR A X S R
RZR—— W LR A SR AL ATP S i i
FRE CEA B AEL D RTR, TTRUOERKRKE .
AEFFUAR TS 2 R AR RE L X 5 R R AR AR
AT A . BRI 38 48 SO0 Ik 7T DL el 0 L iE
s A T 2 T R B I R B AT AR
Ferp 2 IR B LIS AR 25 9, I N S L BB BORG
A NSEH . ZLEES., —DREi 14 H
ANEUREAT A AN BRABE A, BEL BT 7 il 6 S b 3 i O 1 9
ST CMD A, 37 LLBE A5 38 .0 1% ALTR YT 45 2R
P JBF A 38 o TR RL PT A G o 0 R AE R Y R T
(Silent Information Regulator of Transcription 1,
SIRTD) i 40 Ak I K 348 G W00 <2 A4 v 3T 1
la ( Peroxisome Proliferator-activated Receptor ¥
Coactivator 1-alpha, PGC-1a) . i & 1k ¥y 45 78 15
Z MK o (Peroxisome Proliferator-activated Receptor
a, PPARa) . 4l Jf1 4b 38 5 & 11 ¥ B (Extracellular
Regulated Protein Kinasesl/2, ERK1/2), Toll #£
ZIR(ESH T (Toll-like Receptor 4, TLR4) & #74
T RE AR T L DA e 3 e 1t P U S 6 K T
R g

4.5 iF M6 AP &I R0 R R

it A 2 5 | A ek ok A BA D B R RS 1) L ] =2
— , T RE 1 oA A BRE B 24 6 i L B I AR A b MR AR
JH— 1t /0N R B A FH ZE GG PR B0, i AL T AT
REAE I R AE 1Y & 4B Ak 4 i 2R 4 3 B0 48 P 51
R SE NS I =y S I A | = P
T OB 0 A AR R /0N b A B SR 4 A i A
P LT R T 51 P BR B ZET L i AR T
5 /NS A B D RE A0 %% DI AR G . v I /)N
M CD40L 5 N Bz CD40 32 1K 14 M1 5. AE H 76 15 5 &
S AR O B I I R TR R P e e Y, R T
T RS B PRz 5 1R A A5ORE A1 T Ak B Il N AR I A A
TR % A Bl (High mobility Group Box 1
Protein. HMGB1) , A] i NET 7= 4

T 0L Ak 9 T 388 s 00 TG A TR R DA T T
PEIR G IR L FRATE N E IRAT =8 R R
25 BRFEC N R B, = b A R AT L 3 R
I RE A8 5 M0 A A8 2 48 A o AR 4 RS B2 g 1T L IR
ZIDINEARE 1! B - N 1WA Y = 1P N
R 0/ INAROR B R SR AR T i A4S T B I Il RS
JE CE R PR LB AR T B A AR T B AT R
WA T BT R DT AR B 0T SRS Ik B i ) B 5 3R B B
A L FH N2 /N BE AR m] LA i 2N A Ak . 328 T ek
6 b R h K B ML 4 S RE B A R RO T RE T A
Fis P2 25 o W iR B R A T SO0E B R A R AR
45 5 R PN RE 2 o GO0 A I A R R Y O AR 2
FIEE 148 A5, I BE A [ FE B [l 8 P ik £ K (P-
Selectin) | 6-li]—THi %1 ¥F & Fla (6-keto-PGFla),
TXA2 ., TNF-a B35, DT o 35 506 38
4.6 #MEIFEMEFHFMZBEIREL

5 K SO I 2 A 5 Jy 08 A e i AR DX 3 A
BAAE SR A N K ONOL RAE A T
S, 5| I A T 9K A S B . AE AR KRR
RE A AR R R, 43 00 255 51 4 J 2 11 il 5 A 6 4 i 55
U FEE T 24 i A I, 3 R PN R A 5 R T 4 2L
PEHE . N B AN DA B BRI A 1 A O 4 B L OB G
FEAH AR 1 2F B S X 28 2R 8 N2 IR B A o 4
ARG . 8 I8 BLE F W LA M 4R A % A
WUFE 2 T 0 N B AN M R T, OE BURR B Y A . &
Jei » 2 DV S 1) B S b A o R AR I A R R L ek ik
AR S T E e ke B
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b AL 3 o %
’ ’ HE LA T2 L 7 M S A 3R T IA Y CMD 44t 7
B MR FrROREE A |, IR LRI HEE. . A
PN e N Mgy = |4 s B IF AT R Y
W \@ [ NF«B | Mﬁ\Eﬁk%\ﬂ‘p\gt%o Ko S E L, 4 UG
= e P 1 HP 25 AR 5k e Bk oo WLER i /9 76 A L A g
> P 7 B Al pazesy V =h 1=
- P . A 1 Bl o, 7 bR B Rk A ot A A A, b B R O nT
HEREE MR, FSER N DR SLI= N c RN ilIN B AL #5280 K B {6 B § SDF-1a
N op—— . (Stromal Cell-derived Factor-1a) 5 H 5% {& CXCR4
BIHCRE B HNEIELL (CXC Chemokine rReceptor 4) ., {& ¥ W & tH 40 it
- O @ (Endothelial Progenitor cells, EPCs) i) 3 51 fil if
S V. e O Y i - %, Bl A B AR o3 A B0 O LAY It FR P A
MEE N Qf) "'mm; J L BT RES o b B L A ELROR | PR A AR
4 _ == prin
[RPMENE ST TN (B AR SERCSR AT MMP-9 e 58 i, 880 1L 5 P9 B
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Research Progress on Promoting Blood Circulation and Removing Blood Stasis in

The Treatment of Coronary Microvascular dDysfunction

Jie Wang” Yan Dong Xingjiang Xiong Yongmei Liu Jun Hu Cong Chen Jiawen Cheng
Guang’anmen Hospital , China Academy of Chinese Medical Sciences, Beijing 100053

Abstract Coronary microvascular dysfunction (CMD) is widely present in various cardiovascular diseases
and is closely related to left ventricular remodeling and cardiovascular events. The evolution of this disease
is centered around blood stasis. The method of promoting blood circulation and removing stasis can
improve the coronary flow reserve (CFR) and index of microcirculatory resistance (IMR) of patients, and
has a good therapeutic effect on CMD. In terms of mechanism, the various methods of promoting blood
circulation and removing blood stasis regulate many key pathological and physiological aspects of CMD. For
example, promoting blood circulation for removing blood stasis can effectively inhibit inflammation,
oxidative stress, and thrombosis formation. Dissipating phlegm for promoting blood circulation can protect
vascular endothelium, benefiting qi for activating blood circulation can improve energy metabolism,
tonifying kidney for promoting blood circulation to promote angiogenesis, and establishing coronary
collateral circulation. Applying modern science to deeply explore the mechanisms of various methods for
promoting blood circulation and removing blood stasis in the treatment of this disease, to provide a new

idea for solving the treatment of this disease.

Keywords coronary microvascular dysfunction; Traditional Chinese Medicine; promoting blood circulation

for removing blood stasis; blood stasis syndrome; mechanism of action
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