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Abstract

With the aging of China’s population, heart failure has become a serious global public health
problem, with a high incidence and mortality of cardiovascular diseases. Patients with chronic
heart failure don’t just lose pump function. There are also complex molecular, neuroendocrine, in-
flammatory and immune system changes that result from or accompany them. These biological
“markers” were left behind at various stages. It is well known that biomarkers such as NT-BNP and
BNP have been widely used to evaluate the degree of changes in heart failure and guide clinical
medication. However, it is susceptible to a variety of factors. Therefore, it is very important to seek
new markers of heart failure to evaluate the disease, guide clinical medication and prognosis. FMD
refers to the regulation of brachial artery blood flow and diastolic function. Endothelial dysfunc-
tion can not only increase the risk of arteriosclerosis, but also predict cardiovascular related dis-
eases. The purpose of this study was to further elucidate the relationship between monocyte/high
density lipoprotein cholesterol (MHR), RDW, D-dimer/Fib and FMD chronic heart failure. Fur-
thermore, it provides a reliable basis for clinical assessment of heart failure and guidance of clini-
cal medication and prognosis.
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1. 5|8

PRI BT TLAE M RAT R 4 BRI, REABEOZEREN 0.9% (B 0.7%, «h 1.0%), KIFHE
0.7%0~0.9%0, I LI 450 T3, WA FRERE N Z WA 4L 2 Kot B JL R 2k O R SE 3812
7RG D, FRE O R R AR 2 TR, R, O IR GO fE E AR AL T
A Al R I B B 2 — o A BRI A A B I R 28 BB T2 o 18 %0 /) 5 35 (Chronic heart failure,
CHF)2 Z Fh R K 5 & I RS A D) Re %, HTHE N W R 408 BERGE S EvL S HEM2], H) 27
T ZENBER, 8 DUGAE PRI M AR E AT MR " EAREL, G PR R I . SRR,
Bpe) . O SREEREIR[3]. AJE &N, NT-BNP, BNP 2&24EW0kr & 40T LI SRSEAl O 28955 155 S48 S A
2y RS, ABURE — BRI, 552 2 R0 R 2w 2 FIW 0 5 AR — @ R 2 . CHF (13t
TR PR AR AR FE 0 3, X AT S CHF B3 R M Py R 40 400 R0 I s RS G 0% . CHF 83 7= 2R sl
BER)—Ee G401 AN, RAERIERR L. EANFEMERE T 7TXEEY) “brodt” o O
B EARED . RIERIARED . BACPEAR ED . NS5 A SRR G LR Bt I R S8 2 BE X AL AR
HEWE4]. 1MW R Ihae IS 258 A EVE 2 3 Bk ok FE i 4k (Atherosclerosis, AS)~ L FHC ) 535 &
Wi EE R, FMD MRS 00 M 47 K Dh RS (FMD), BB 7 ZE AR R4 i Tk 1 B %7 g F 88 o st i i
TEBFK LS 5K (RH-FMD). FMD 1] DAZEREZRK . ARk N8 2 BkAI B 2 Bk AT PPk . A8 A B2 2
Jf 2 ML Th RE AN e ) DGR e (R 2, E TR LA 9K 0 7 TR RS A5 DG B o S8t b 817 §7) 18 7738 i s 1)
FMD 38 % 3 AR M55 9 B 4R i Th BE B3R KR . FMD O iE B A2 T O M 65 407 T A — =2 F S T 48

DOI: 10.12677/acm.2022.126843 5829 Il R 125 23k i


https://doi.org/10.12677/acm.2022.126843
http://creativecommons.org/licenses/by/4.0/

FT, HEHE

FARHE T ANATTOT P4 B2 T RE Rt S T 30 ok ks 1o R A RN I i3 3 Jk 6 A B Ak R R FIAIR[S5]. CHFF P9 2 1) e RS
(VR AN 53 B 2%, PTRES P REF 4 LS P 5 R TBCT A T SR 2 R IR R E R A K. OERE
S Co B HH B9/ Je L B BT DI B A, T P9 B A i — A A Bl (eNOS) R IA D, 5127 ek &
P&/ — A SR S IR S, 1X AT R /2 5 80 CHF IV N B A I & 7K Dy e e i AR I K 7 384 s 1) £ R R 6]
UbAh, B R I R K SR [ R G, S RS B N, BN B ThRESZH[7]. N ThRE
PR A el R B BB 038 0, SRR I e, A Y e SRR, ClE S e s i, A0 AL
BRMNEE, R BCRIEERR, (R0 KR, Heitze [8]4HRIE 1L TCIG AOREIR 0 8 L 1] CUAEAE N 2 T
REANA. AR D RERR AR A O R R R P el BE AT T EEE M . AWFART A MHR. RDW. D-
T RAK(D-D). F4EER A JE(Fib). & D-EM/Fib 5 CHF B35 M W ThRERI S R o B - 3h ) W K 7
I3 995 155 B T J A T 5 AR A

2. BEAM/S B EREREER(MHR)
2.1. BRYR/SEEREE B EEEE YF R

FZ 40 fi(Monocyte, MNC) A AR ML FH AR S R I 40, 2Bl R4 A R 7y, WS 54N
Ho I8 5 AN e S AR (1) A2 PRI AR [9], MNC FREE )k R H 2 AN 2 2 BUE 40 A DC #0102 I 3
hne AR, IXELIRE ) MNC 8 2475 I BRI L cDC LiEHATHIDIEE, IF H 2R 4 2300 58 ik
WESAIEE A F P DR FFE . X LAz A R A 4G B R0E . PUs Bk AT PEE 0 B E R 4t s
TEFI 8N FRAZ A0 A, SR IR e R AR W] LA EE B[ 10] Fdls I T4 IH, 150 % B2 TG B H (High-density lipoprotein,
HDL)F: T BB R A PUEAAER AL, IE B A0 PAL G ME A o kG PR AN 28 RE DA S 428 1) 7= £F B A% 248 P P 4L
YL A 1, HDL 4319 A 08 9 18 &7 sk A0 N B2 A —Eb B G I I R0A [ 1] PRI, MNC B2 %
REARSEALAE R, (H &% 5 I8 & H IE [E B¥ (High-density liptein cholesterol, HDL-C)7E X L4 it 72 i il 35 Wi %
TER o AR AR adh 5 R AR 2 S8 R B DR 7, FRAR M 5 P 2 20 AR B A T SRS 28008, k% 4 B 5 o
ANKRAR ELAE FHTR BT 51 808, AT 51 S A (1) T BORD I 9 Rz ) DR Reedg “*; 55— 7, HDL-C A
BPix. prEfe. P ER” [12] [13]; AN/ 5 % R 2 (1 JH [ B LB (monocyte-to-high  density
lipoprotein cholesterol ration, MHR)& — Mgt 8 fe Wk 2 1% S ML FIFE A7, A B FUIIE S 5 Bl Bk s R AL AR 5%
PRI [P R K AE T B U [ 14] o an S 7et 00958 B35 MHR /K 0.42 B, D) 56t ik s A8 R 2 T e 4 2 (5
&N 50.9%, FrFPER 68.2%). Kanbay [15156 A 7B, MHR M35 A RO M FAHEK, 218
B R B = O LA A PO ST TR R F o Karatas [16155 K3, 78 ST Bfa = B0 UEAEAT & 57 etk 3l
FKANIBIT & T, MHR 5B F2A RO IVE FHAFFAET- MG, = MHR 48 MHR FE2AR
O MBS 2.81 %, FET RSN 19.15 £, 76 MHR 2 2 Bt L E SR W1t J) 5835 700 7™ 2
FEEE T AR T AEAR[17] [18]. MHR fE.0 /)3, B Ot EE, H MHR AR AT
Refhire Pk, MHR & — Mo B A bR By, FLnT LR SR I O 28 5 15 A2 4k S TS

2.2. MHR iR EEHIEE RS

MHR 2 T35 55 175 A8 A4 3 00— o s Bl 28 1k S SE TP 0, oA 4 Bl 5 v % 5 I 1 O o e L A
(monocyte/high density lipoprotein ratio, MHR) & T 4F & B 1 —Fioli 0 R AR B8, HIbmien SR Uz
RS RNV INE . AR, MHR Fm5 e 0o s B RE KA R UG A, 5 7a i K A AN
() IS A R AE AR DR [19] 0 Afiune 55 1A 9 FRAZ 0 I T 250 3 g gt /Lo AR A o AR PR 80 37 e 66 (R 2%
Olivares S HfF 78 K LALLM TH B S H AR O B G L, AR R R —; SRS K I MHR F+i5
(R BFAT R Ak, ATKIARIBE VTS RIS SR E S, B MHR 2 BRI 5 B A R ) 52 R T
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BH ¥ Cetin %5 A\ 5 I MHR 2 564K ) Jik o8 A3 R Ak, 7™ B R 55 R A St I e et Ak 236 A (1 e S TR 8] -7
Akboga ZE NWEF T RasE DGO B, 375 MHR A2 s BKAE AL O 7 KT, MHR [T 5 378 3h i1k
BEBRAT 6 AbF AR R 45; Campolat 25T 7228 B 5 B T- 1 () MHR " /E A& & TR R Cicek 25 A
MR, Sk ST BUA @ AL UL B35 58 8 5@ KA N VBYT J5 MHR X H AR T2 %6 B AR G 5200 [ 14]
[17]. FRAZ AN ML/ i % P A B 1 IR BE(MHR) A 4 55 3R 13 (00 S AE VbR 64, & 22 Mol A8 S0 0 ) 3
Sk E R R TS S TR bR, AT ER N R TR o L Hh A 4 R o R 2 ik o AR R AL
R, R ORI O RN T, BEAMG TSR, H CD + 14 + CD + 16 Bz 4N AR 28 3 M
5, 5 e BB HAR e PEAR DG 18] R AR AR 1A I B kR AR AL MR, R DR I R MR 7, 3
HP R A% BRIV 2 B HE KR e R e R Y, A SR T ko AR 3R 3R [14] [20]0 B R AEFRAR I
PRI e T A2 S0k ks 5 A58 A R e 3 Fik o A B A TR 3 2 TRD P17, ELROR T Hoxb st Boms 2272 FERi2
B, AF et Bkops A8 R P 0 0 R 70 T B — O SR A M T B s AR R B R, R AR TR T T
MHR 7F 76k Rk 248 0 B AR FE L ) T AN 4

SR R, MHR B 7 0] S0 e ks A0 SRR, e SRR MR O 155 O E s, G
PO IS . AR A% 55 22 ol L5 AH DGR A DRIk o MHR S8 ] Fl T TR 56E AR Bl kA N A B2 b5 BA
HEARLGLMENNFARR GG . AR ER, Z22HE cox 441, MHR AI/ENEIREI KA ARG
AR TE F AN A B0 MU AR ML T 7, & MHR ZH A E 20 S A R FA R AR T
2.83~3.26 fi5[21]. E A4 3R B MHR 4 ] 5000 55 A VR s R 5 52k, MR ET MHR {5 KT 8.59
I, HOGH P BIOR J5 52 R TR0 IR BBURE I 67.6%, e 14 63.3% [22] [23]. MHR fE.C 77 3£ 35 77 [ B 52
EAG LIRSS . (R Bk H TR AR UL, AP 212 MHR ST 0 LU 3 R 505 38 2 A 4 5 Tl
B

3. qARSHEE(RDW)
3.1. RDW A H4:

ST 453 A7 55 (Red blood cell distribution width, RDW ) B[ Z1 40 gk /N 73 A5 55 F5 () faf S 2, 38 3
N LLARMIIE Z2E[24] . ZIEAE TR RA . BRfr . PUd LT LA (RBO) AR (AR #E 25 (SD) 5T 34 41
A (MCV) [EI(RDW — SD)/(MCV) x 1001H1HAE, &4 R UAE 4 251387 B2 — 1 brifk SE 51
IR TR S — T00FH SR I B 210 40 M (RBC) AL 5 95 FE IR 2 8o 388 5 2148 i AR b v AR B S2 #E 6~8 pm 1)
Y . RDW A J e J&] el ifiL £ 40 A4 AR SR 1 ) S0, R S B2 40 i K /N AN S 1 & AR A o AHAS T W42
MR B BRI A AN A B R . Wil 2] — 248 S 1500, AR AN AR R AR B 2 B
ZEIF M, RDW {H R AR AR B, AR E# IS B ERTE 11%~15%2 (8],

3.2. RDW & CHF i®ETEREE LG

RDW {8 T i I8 S8 7~ A BOR B MR ZL A R /N 22 5, I I Z0 4 M AF by, 20 4B Maflin i 2 2%
Ifj5 RDW R TF@E. HF7RHE, RDW Al ARG M O e B AR BRI R vh 2 LA AU 56l e, AT VR A
O FEFEEEE, HEIEMIG, BRI /) v 3 1O ML R 4 ISR T 226 O B FH T, RDW 1
o (R R PR LT AN R T Na-KC-TP i . Ca®'-Mg?'-ATP BEi& PEFRAK, 110 LA PR = B BR i 15 g ot T
O WA i e RE EAREHE AT D), S 505 ERE27]. 2007 £ G. Michael Felker &5
SR I8 R B0 ML P I AE T2 S 138 (EBE 2 5 RDW /KPR A SS(HR 117, 95% CI 1.10~1.25)
(28], MJ5EZ LU KL RDW 20 7738 v 5538 TS B fE R PR 28 [29] [30]. FRERZESE[311%) 129 #i &
PEIAREE S 1073 B GR BE O J 32l Bt v 12 A H KB, BE RDW /KPRy, o0 ) 208 FH DG AU TR FEAE B 17 4
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RAERME, ERA50E L (p < 0.05) RDW 5.0 ) 5205 B35 AN K UG HOZ A% (p < 0.01). AR
IR A RARF . FR AR RIE LI, RDW 5 RBC. HGB. HCT 2 iAo, XAlfEs &4 A1)
REVRIR B i RIS RE 70 T B e 2 A7 B & RIE R RS BRI R A 08, ZEREE320 227
511555 1 53 B AR AR 0 /) 32 3 (HFrEF) & R 31 LA B VT 3 4RI FE KB, FET-4L RDW (15.78 + 2.09)% W] &
KFAEFET-4H(14.26 £ 1.63)%, ZFA G HER X(p <0.05), 7~ RDW &9 1% 52 € 1) HFrEF £ T i
JEHIER R 2R . AN TR BFEHEBR LB . SIS PRI A8 B 3 B A 8 5 52 1) 21 200 2
WA SR R TG, S8 RDW. 4. NT-proBNP 5.0 /3 L& SR R hor A% . Hr
% T RDW 5500 735 55 e R F AR S PR I BAR ML B — AN I 4518 o STOLSIZR[33 10 78 R B0 J1 5808
3 RDW 5240005 Na' /K -ATP B, Ca®"/Mg*-ATP BRETEA 5%, L 4iMAAF RN — 1 % S 3 Ay
TERETIURES, ALK, AT E07F 2 408 20 ZORN 20 M (B0 48 O JULAI AR RSB AL, T S5 4T 20 B B T g
T BUBOR 2 1 S B O LA M S ORI 12 S5 AR AR S 5 D LT 440 [34], 1X 3278 RDW Jt i ]
B 2075 AR B L FE R 2 FPOLA 2R B OB, DRIk, B RDW AT DL R T B 0P il 18 400 368 BB 350 1 A8 4k
(AR DG .

4. D-—B{&/Fib
4.1. —B{/Fib BEF 4

D- - F4R(D-Dimer, D-D)F14F- 4k 8 4 Ji (Fibrinogen, Fib)¥J§E S W MLRCIR 45« D-D A& £F I B K A AS Bk 21
Y AR B =1, D-D T S AR A AE S BERAS A gk R M 2 iE e g o ke . AR 4T 4 O
JR(FIB, HFRARE T D E T &), 2 =& s LR . RN IR K FIB KEIERIN
200~400 mg/dL, FFEHIN 3~5 K, T8 AN 340kD [35]. FIB i 2 NMHFEKTRA R, FTREE 3
N2 -0, pATp-EATIEIE 205 29 A B BEAN FEERE . IX 3 MIKEER N SRt JUE—E, JERE
X, XM g, HrPREN BN T Fe /0 FIUREAE L EE[36] [37]. B 1 C uifl y
ETLRL D X, 1 850 CImdral L35 E X4 . D M E X 3 NIRRT o BHE 7 R 464 454
(Bl “BEossilel” )idEdz. 1SS N[3RIFIFEE/RE N . [39]3IE £ 4 i 1 B 45 M A RS 2 MEXT FIB 1
IHREA MR MR o 8 LR N AT 4 B e E I R T, FIB i 5 85 IR A 5 i B 45 A7 s (TS 1)
UL T 35ME) R R PLiAR s PE[40]. FIB fe b it fEd s 5%, H/E st 7 1415
B2 HENEE. FIB 5%, FEROMMMKH S 7iERE, 590 - i aER, 40
WA, MR, O s AR g i R E/ER . B CHF SRS InE, D-—3/&. MPV. PDW
BW Ty, PLT SEMIRRAS, o MBI 1 g s, R AR AR A ZE 0 AR 1S R o Bt o ) 3 oy (1 A 2
InE, BFEMEK D-D AKVIE, HEFRTEEAE: 1) &N W RREE— B INE, O = 0N HE TR,
MRS, Mg P . 2) B BEAERe ) TR, KIAEMNAR, 5™ &= Imssm. 3) HFE
WD, BUAGRIN, SREUINEE, SHEML & W 80, WB T IRIRZ 5, 0 /N BSORT ok I 25 gt . [X]
¥

4.2. D-—B{&/Fib A LR BT ERERTE

AW RINN D-RARK(D-D)JE OB FH LM T O ER N 7, ATl T LEEEERIESE,
1 D-D > 0.25 mg/L, CUEPESET-HISERIE NN 4 5421 MUARTE BAN AR #e 28 F1 052 CHF ()™ # I AOIE,
R BHIT )RR N [43], ML 4R AR S5 MR AR R FPA 5 FPB H B2 5, HtSHmRer4iE
FIEAAR, RIS Bt 2 T B — AN LB I AT 4 2 (1 2 AR MPV, T -5 3L B it . [R 7 H A e
(MACBRET AE B ek, JEIRHEMAR TR BEME . BRACEE . bR 0 7 300 R P Sk 1 30 ok o e s 1 B
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Bu, fEEPESRmEL. BERABUH M RS, AR T /MR R EBUMAR Y B O WER AR 5 2 22 0 — 53,
WA I FEE S PO, RO AR S BRI AR 2 W TR, 5 T M R A, R AR I
PR ZEM XSG K. A IR R SR i2 0=, SEEN FIB 1 & &M g, —J7mosEE
FAET MBS BOIRES, ARG & LI, OEBEALEANA, 0= RE TR, BRGEEE44]. 55—T7
[l CHF & O As Dhae 24, (ORI nE, MAReF4EE AR 5 T DU T 5208 1 ML BE T Bsh Bk ol i
itk At — DN E O3 [45]. —BURFEA M ZERE /A 4 R RTE TR RE 7 Hofh 3= 20 B fa e R 3 2
Jei, MR 1 g FIB, JaCoip S AR R B LT 1.8 f5[46] [47], %8 LATER, BEE OFEEERE
f[JINEE, LVEF PLKX PLT 98/, CRP. D-D. MPV. PDW, Fib J7&, Ifi% BNP 5 D-D. MPV. PDW.,
Fib 2 IEAE, X8 10 ) 5208 B3 I VP AL S AR B 6 — S5 M H . D/F i 84 s e AR v M 1)
febr, JOATHFSHER ORI, PRSI 2% D/F LA S8 hn, xRN BaF ki G 5%
W E[48] [49]. D-D/Fib A FSRVFAG L 27 1 ™ H 2L
5. iig

B O3B ER IS RINE, &9 D-D. Fib. PLT. MPV. RDW. MHR X80 /) 55355 B3 % 1
AL R ML AEBTA A — & Z M E[50]. MHR. RDW. D-—3{A/Fib 5181005 1] BEAEAE — & A 1,
FMD {H H #i ¢F MHR. D-—%M/Fib 51890 M 7>, #8157 MHR. MPV. D-—54/Fib fa4r7K
SO RIAR O, AT AT DR VP A 0 285 1 7 B AR B2 SR IT S A UK R, RN 03 R it
FIFI, g0 M AS R AT R A 2 R m AR A B . BEFUR AN RO D Re 7 22 18] FMD 2 Il 3¢
VWF 8 REER . MOEREME, NEWEEMEERN™E, 5 Meyer F54RIE—[51]. ML IhRER
55 CHF MOCHI#E 2 @ kT4 1, BREEAFRHRE CHF KA K &R R NLHISE PR A
CHF PRGBS 2 AT B 2 X

6. &g

1) MHR. RDW } D-ZAA/Fib 5 X F O E BAFE— B R R, ERARIIFE L.

2) MHR. RDW J¢ D-—3RA&/Fib 5 [ N TR IFRFRA AHSCE,  PT FHSRIEA 0 3 (1)) B AR R FE A

3) MHR. RDW. D-—FA&/Fib 5184005 B M P 2 ThAEAE A, FMD n] LA SR 70 2295
TR FE K TS

SE3Hk
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