[ PO L P A S 2016 4F 9 47 43 4255 5 )

Int J Cardiovasc Dis, September 2016, Vol. 43, No. 5 e 257

- LRIR -

A PR 5 e R Bl kL A8 O 20

W KIms TRE LIE

[#HE]

e kb, A& K S PR 4% o F MO 4% 98 (coronary microvascular angina,

CMVA) + 4 F I A2 L Z AMG S R T FRE A ET 7 xR E Y. BhkmE
FRTFHEESE S O o IR S SRR 3 BkR T oh, AR 3 Bk e o e
(coronary microvascular dysfunction, CMVD) & 48 % % L, J& & A 5 8B kS ILE Fe
CMVA $ & A Fe X e, B, #—F RANTREAE KA CMVD F2 CMVA #9517, x§iX

B RN TG T R 20 e R ME,
(€335 |
doi: 10. 3969/]. issn. 1673-6583. 2016. 05. 001

TR PR U JIE 975 2~ U b s 3 DLk AATTxF 0 A1
B K 3l Bk Cod ko o #¢ A8 b Fam A2 JE AR
(atherothrombosis) 7| 24§ i W] i A 4% mi B € , 11
ECE Bl DR AR Bl Ik ok A A Ak MO R Gt o0
WORBOCA T ZMEARIE, T2
o WSk e 25 5 | B2 3l J) 1 (dynamic) B % 1 & A=
B A RS XA T R8RSR, AUE i
200 AF Sk A JF f 06 i e K O Im 4 B e S R
(coronary microvascular dysfunction, CMVD) D) &
e 51 1 e Bk L 4 P O 28 (coronary
microvascular angina, CMVA)U2! B bRy B 34
AT E (2230 MR8 M aE Ko 2% e K G 4 s 72
FDIRE S T WAR G UL, J58 2 5 BR O U AN
CMVA BAERKREDSY, L, #E—B R AT R
PRI CMVD I CMV A B 580 1% 26 58 35 (1912178
UG PG EZ AR A
1 EXF5mE

CMVA 2464 0 S RE AR A O LR i H, ]
PRI, H e bk 3 52 0E R B0 W) AR (B EE) Mk
A%, HERAMERKEEZE . 1967 4F Likoff ¥ Yol i ix —
FRIRIY 2 1Y, 1973 4 Kemp ¥ H ARy X Z5 5 1k,
1985 4 Cannon 45 #E UK HAR O CMVA, 2015 4F
I Lo B 27 2/ 6 O I B2 CACC/ AHAD B3 €
PR CRI2IATE TR . CMVA J8 TR @ Y Ok

FATH . FER E AR IS (81400327) 5 BRI B34 H
(14ZR1425800)

VEE B 200025 b I S R B2 2 B i s it 4 B e o R

WAEVEH : B P4, Email: rjshenweifeng(@126. com

TR BB RRACHE S SR 5 FRABIR 3 48 R Im 5 5 R

FIFERE , FB A A B0 SO0 HL B far 3 56 B
(ST Bt AR AL Ll i 26 B0 o {H 56 fik 1 5% o5 5ed Bk
CT #5 (CTA) IF %, CMVA 1, I, T A J& 78 4 BH
PR LG B T SR Ope 28 (4 K e BRI 4 0 72
e UL AR DR R At 1M R . R 48 B e ik
NG TR D SR I B . 20 il BB
CMVA #5000

Camici ARG R RSB, K CMVD 4y
4 FpSAL, T A JE0 LS A e bk e A (BHL2E)
CMVD, %A1 Z e A T A AE O L5 fa B PR R (g
U v I P AR DR G s I IO RE B B 2 HE T ) AN
CMVA [, T2 0 P Bz DI RE AT 3 LAH i 2 e 5
WA I GG TR T EG 1T AL, 0 WL R 51
CMVD, £ J A F IEJE R 5 47 3k B0 LS L U B A
APE OISR B RS e A, BB A
- LA M S A RE A R 8 DA R A s BH 9
FFEks TR . S BB ZE & 3F CMVD, I8 E B0 48
R =S N et 19 TN o SR ) IR g
LT e S H R I A5 s BHZE A O IV AU, PR R I
CMVD, Z W, F 4 5z 5 ik A A6 Y7 5k ik 55 16 7% 1l
ARG, 5 R ZERM A E LR w AL,
2 #EFRIE CMVD % £ H1&

CMVA Wy &R 5 2% A 56 56 R 4
(HAA<200 pm) Z5F9 N T BE 5355« N B T BE s g
MFAEARE I BRAR. B F A 55 MM R M
PRI RN S A, 3K S S AR PR FRE TR
AR . AR Ao R A TR B AR il (SOD) A it
FALTEVE T » 2 (B L 2K 7= ) (AGE) 5 HAz



. 258 - [0 ML P 425 2016 4F 9 565 43 %45 5 1

Int J Cardiovasc Dis, September 2016, Vol. 43, No. 5

R (RAGE)HHAE . LA & Polyol i 4% (78 24 fify
() SN JOTR A5 3 B0 408 5 - AR D 45 4
SEEMKIRUMAE o BEAb . B8 BRI BN & — g o T
e R A » 28 9 i 1 40 I RS SR E R F- o (TNF-o)
SRS A AR ] 5 3 A5 5 ARk B & AL, B AR
ik 5 2R A 5 1) e Ok Ak It N e T RE . A SR AL I
PRIGTE W0E Z A v (PPAR-Y) BOE B 185 ZHEHT
TN BT RE S8 PR A . TR S W bR i
TNF-o Fl A 25 (1) -6 2545 R 338 hm 28 i 4804k
I . AGE/RAGE AR LA K i i 68 #0S —
Pk -2 A C (DAG-PKC) 3 5% . 42 3.0 L4
HOLET A4k L 20 L 08 T S5 28 3 SO PR O LR
F5E 4 B0 o 20 R AR 38 1 e 2 450 5 M e 55 O I 2
TRURR DRI 50 0L S 5 AT 3l ok o R B Ak A i A
VIRESE o o 30K 26 S5 5 R A7 A R 5% 38 IR A e g
K MLAE Fh» HE 26 18 B ] T Cadipokine) F1 48 it [H 1
(cytokine) AJ fff — & AL & (NO) 4 5 19 L5 97 9K fig
TIREAR 5 PN 2 200 B A0 0 JUL 4 A4 1 ot 7 98 7 4L
TS 5 IS8 Bl 58 Pl S8 B M g . U
PRI FF e ML B o 3 A7 78 O JUAE R AR oK
R0 AL 335 07 PR ARG > . Nahser 25050 BF 538 % 31,
i PR R ek B KA 5K BB T BRI 240 DL A
St st ek ik L 3L 98 Y5 T e S H L X AT B A R
PRI IE 8 56 bk 1 52 B8 3 0 800 & AR A0 LA AN
RFELA.
3 CMVA i2#f

S AFAE L 28 78 1 R 0 JUL Bl o o o, PR 3 PR
SEL Ik AE R AR TR SO BIPEAL S LB A
CMVA, CMVA Z W Tt Ot HE g2 2ot
TR N AN 5 2805 O DR A =
N S7 B 4 s ) 5 HAR B Rl e &
VEo B i R B s 18] (30 min) o HL#5 Al A R H
MR A, B R 2 k1B, BT CMVA Bk
FEAS AT Z IO AT X e Fik Aol ot A8 T i A TEAY
AT T R AT 207, 0 P2 Bl R 2 B0 L
B, FXFASER Hih N 2% . 24 h ghso R R A
BRI H5r CMVA B Hd 0 i AT 3R 45 5
ST-T Ay, 2 8h ol 2 Wy T B B faf 8 75 0 2l [ G
2, T LB A0 SO A ST Bl A & 5 5 =5 BT B
BEN OG22 )8 R I S R ik
TS R 5 &7 IR AC AR S M i, TC B 1 P4 e ik
MAE# (CFR), 1E% B CFR>3; 4 CFR<2 i,
BEFA LG . AT 2E CMVA, ZROLE

GO e B O L T R (R BRI S ] 5 a2
it 5 TG 0%, AR K. A HLA N R 3R ik WA
(MRD | IE ¥ 2 5 Wi 2 434 (PET) I 5 O ALt 3t
(MBF) fiff £, {H ixX $6 kg A 1) 53 ¥ 7 w6 75 iF — 20

B

Y5k Ik S 1E I 7E A E N RIRT ek oA
SRR B SR, I 22 ) 2 0 i Y A A
DAL CER, o n] 56 ok A 1 56 < BE B8R, G A1
FESEE K TCIR AR, (HLER S H B SR E AR SO Hi [ B
M ST-T 28, W r 2 W CMVA, 7247 2k IH 6
WO A I 0 A T . B ZE 5 ik 201,50,
100 pg, AEfk 20.50 pg » BRES 5 mL, 20 s §
TS5, AR 5 min, Z55 1 min J5355; WAL
iR PR O L T LR I 402 o R R A A R
Mo AR R R )5 22 D0 e e Jok T . (P) LA
K Geb K N R K S IR AR A A B ] (T D] A
A AL S35 (IMR) = PX T, XE6f8F57E
I PRIEAL CMV A v (8 i 0 sy BR A 38 75 i — 25
@I{l%[lﬂo

CMVA B 5 768 ik B 8 9 78 5 | Ak fry L 750 e
PR RS S 3 A+ 38 5 HE B I T B 22 5 1 1) g
I AR DR R B A2k DB R E Sk
i) 3 2l kR « 32 3l DA 7 L B 2 I 3 bk v s i Bl
FGHRER 28 £ A 2 e ) AR O VR 3 g Cm S i
BER EEXIN. EEEE . B KR
Jig IR 53005 o 2 L PR K i ) D AL L R D& S R T
REME SIORS PR B IR 55
4 CMVA&FF

IR, CMVA [IRI7 A T 38R ik e,
T B R R 1 BE S, TG SR AR E R . B 2 RBH
T 7RIS B -5 B0 7 ] 9 B AN ) B A S (LR
AITFROAS QT T 560 97 R APE O BUR I B3 3R
FEAG D LT S AN A U . 508 &
SRR A 25, T 7% MR A AR 1R AN BB 32 = 12 sl i &2
SL2L B3R 1Y I8 Bl f ST R BB R I, BEIERS AT AR
P (xanthine) A] 146l B 15 5142 14 /N 30 Bk 45K #5950
= g1 1 = AN % N S T R R R
G3A 5 10 BT HS TR | B O B A R i 8 21 A
B, % ¥ kR AR Y. 8 Al ML /R (nicorandil)
ATP U 38 T8 1 58 7], T 0 R M el O FR
PCI J5 TG 1 B 7 45 857, $2 42 B Tiif i, {H R Bl
% ST BHRARFR . AP M/R (fasudiD 24 Rho ¥
T 1300 o AT SR 2 P AR5 | RS O LRI . P A



[ PO L P A S 2016 4F 9 47 43 4255 5 )

Int J Cardiovasc Dis, September 2016, Vol. 43, No. 5

. 259 -

W (ranolazine) 1] St ML .Co JUL 40 A B 409 40 P 358, 2K
26U FTUAES st P R 7k R o 98 3 i O 0 A
BG2 SR DAL BE BT B, 5%
REFI LU HE R 50~100 mg. B H 2 . 2
Jil o 2 U L L UG A 2 oA 3 LK S8 AT 2 A I AE
Shth CFR BRARMY B 5 A B0 . HUmaRin oKk
2 (imipramine, 50 mg/d) B & & b 3 /0 B g &
PEV . BRI BN S A4 5 Lo MR R P R B AT I
AN I R A A B KRR K 5K ek b
Mg & AE . P22k VG KR 45 2 076
W8 LA L VAT 2 8 S O SR kA
YR/ IV 0 B A A D820 o R PR 0 L o3 5
58. 206, Yol ik s 45 F A R H b 3 81. 206, R v
2RI R CMVA A —EMTER .
5 &g
DIFEIN Ny RAEVF% CMVA B A i, 758
PWNRYT AR AR A AR T e ik
. BRI . Jespersen S5 R B, AR AL BURH
TG 52 1E Bk 8 M A2 5 | RSO LB il AR A Y
FUG AME, Jot kg 28 (H TC A PE P4l & 38 CFR<C2
MY 3 AR N A E 20 A S 4 RAE T
M5 DR IE & 1 & 2 .
CMVA R+ E 2 oy T 80 e o 7
Az R IE ML DL ) SRR A A B TR
FRREAR o O AR T O L R R L A
JIESE T CMVA WA 80 it . 108 Rk &=
T A AT <) 50 A VT 2 25 ) RE A 00 IS I B
Tee. FRATLAER I FEUE BT o A bR S8 R ) 1 A
it e By 1k i A8 450 1 1) T EEBL A AR O |
Tl v L 7 LA & KA Bl T B L Bt 7 ) RE A3 £
% . CMVA RS HE R IA A2 24 11O L4 ST Y
WP
[1] Camici PG, d"Amati G, Rimoldi O. Coronary microvascular
dysfunction; mechanisms and functional assessment[]]. Nat
Rev Cardiol,2015,12(1) :48-62.
[2] Dean ], Cruz SD, Mehta PK, et al. Coronary microvascular
dysfunction: sex-specific risk, diagnosis, and therapy []].
Nat Rev Cardiol,2015,12(7) ; 406-414
[3] Seferovic PM, Paulus WJ. Clinical diabetic cardiomyopathy:
a two-faced disease with restrictive and dilated phenotypes
[J]. Eur Heart J, 2015,36(27):1718-1727,
C41 B AL 950, R0 MRS O WU A pL i i BIF 50 3 e
L), HEBrC mA A& 2016,43(1) : 16-18,
[5] Picchi A, Qiu T. et al

Capobianco S, Coronary

L6]

(7]

(8]

[9]

(107

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

microvascular dysfunction in diabetes mellitus; A review[]].
World J Cardiol ,2010,2(11):377-390.

Crea F, Camici PG, Merz CN. Coronary microvascular
dysfunction: an update[J]. Eur Heart J, 2014,35(17):1101-
1111.
Titterington JS, Hung OY,
angina: an update on diagnosis and treatment[]]. Future

Cardiol, 2015,11(2):229-242.
Jespersen L, Hvelplund A, Abildstrom SZ, et al. Stable

Wenger N. Microvascular

angina pectoris with no obstructive coronary artery disease is

associated ~ with increased risks of major adverse
cardiovascular events [ ] ]. Eur Heart J, 2012, 33 (6):
734-744.,

Fihn SD, Blankenship JC. Alexander KP, et al. 2014 ACC/
AHA/AATS/PCNA/SCAI/STS focused

guideline for the diagnosis and management of patients with

update of the

stable ischemic heart disease: a report of the American
College of Cardiology/American Heart Association Task
Force on Practice Guidelines, and the American Association
for Thoracic Surgery, Preventive Cardiovascular Nurses
Association, Society for Cardiovascular Angiography and
Interventions, and Society of Thoracic Surgeons[J]. ] Am
Coll Cardiol,2014,64(18) :1929-1949

Suzuki H. Different definition of microvascular anginal J].
Eur J Clin Incest, 2015,45(12):1360-1366.

Camici PG, Crea F. Coronary microvascular dysfunction[]].
N Engl ] Med,2007,356(8) : 830-840.

Selthofer-Relatic K, Bosnjak I, Kibel A. Obesity related
coronary microvascular dysfunction: From basic to clinical
practice[ J ]. Cardiol Res Pract,2016,2016:8173816.

Nahser PJ Jr, Brown RE, Oskarsson H, et al. Maximal
coronary flow reserve and metabolic coronary vasodilation in
patients with diabetes mellitus[J]. Circulation, 1995, 91(3):
635-640.

von Scholten BJ, Hasbak P, Christensen TE, et al Cardiac
(82) Rb PET/CT for fast and non-invasive assessment of
microvascular function and structure in asymptomatic patients
with type 2 diabetes[J]. Diabetologia, 2016,59(2) :371-378.
Leung M, Leung DY. Coronary microvascular function in
patients with type 2 diabetes mellitus[J]. Eurolntervention,
2016,11C10) : 1111-1117.
Loffler Al, Bourque JM.
dysfunction, microvascular angina, and management [ ] ].
Curr Cardiol Rep,2016,18(1):1-7.

JKER, W W, R4 S JE AT H R R R E L0 SO R
PCT AR J& 56 R 30 ik G078 20 BHL 0 46 B s L) 1. B B0 1
W25, 2015,42(6) :412-415.

Coronary  microvascular

Tagliamonte E, Rigo F, Cirillo T, et al. Effects of ranolazine
on noninvasive coronary flow reserve in patients with
myocardial ischemia but without obstructive coronary artery
disease[ ] ]. Echocardiography,2015,32(3) :516-521.

Merz CN, Handberg EM, Shufelt CL, et al. A randomized.



260 -

[ PO L A S 2016 4F 9 J 47 43 4255 5 )

Int J Cardiovasc Dis, September 2016, Vol. 43, No. 5

placebo-controlled trial of late Na current inhibition
(ranolazine) in coronary microvascular dysfunction (CMD) .

impact on angina and myocardial perfusion reserve[]]. Eur

[21] Crea F, Lanza GA. Treatment of microvascular angina. The

need for precision medicine[ J]. Eur Heart J,2016, 37(19) .
1514-1516.

Heart J,2016,37(19) :1504-1513.
[20] Lamendola P, Lanza GA, Spinelli A, et al. Lonf-term

OkcAS :2016-07-01 591 :2016-07-15)
(A% TR

prognosis of patients with cardiac syndrome X [J]. Int ]

Cardiol, 2010,140(2):197-199.

R I O O O O I O O I O I I O I O O I O I O N I O N I O I O O O O O O N O O NN I

“2016 T KROIEIRIRBEFRRMSEH T F S VLESN

HT b T AT R R A e O IR WFFE BT F2 90 Jif <6 15 e AR 0 L 52 TR 4% BT Jas 1 5 T o ML 360 2% 35 ) L[] Bl A B9 9 52
KOMERIZE T 2016 4F 11 7 18—20 HEE L& EBEZAT, R I E R RSB EH T 9t

A ISR ORI i A RIS IR " MHE IR R 5% 1F  BE AR Z 3 4 B0 U & AT R 1“2 AR TR, N
B e M HE 0 I3 5898 LU LA A AP RR SO A A Do AR B 500 I A8 903 25 b B » 43 5500 I BRI 12 TR I ek ¢
ARFNBE IS A AAAER BT P BT e . A MR AT R4S [ R R AR S 2R 1 280 11 282753 IR P A 2 4R
PERIAR I H b B BERL

U AR R TR 4 K 197 5, B SCE K B B U B i R e R R

WEIRFA] 2016 4F 11 H 18 H R4 13 fi—2016 4F 11 J 19 H B4 11 44

B MR R R T BE 197 5, LSS K B2 B U B 4 BE B R O R R AL

SN - 22 B2 55 N BURR FEA R AR IE S S Oy UE B S WSO W 2% [ B ] R IBUR 56 25 150k}

SZAETE 9% AME TS 2 RRA T AR il 8T 9 600 JTCE 11 18 B 19 HPIIRAERE W) S 21 E iR 585 9%
EEH

SVORES AL F 3T B3 0% 197 5 b9 S R % 2 e B s i <6 I e o EE R+ IR R 200025

BRAR N ARBU B SCB

H13 : 021-64370045-665318/665215

153 021-64457177

HL - H 4 : ruijinzwq@qq. com



