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Abstract

Glycoproteins and lipoprotein ends on the cell surface are composed of sialic acid. Neuraminidase
(NEU) changes the level of sialylation by removing sialic acid, affecting intracellular and extracel-
lular interactions. Endogenous NEU and its mediated desialylation are involved in cardiovascular
diseases. Among sialic acids, N-acetylneuraminic acid (Neu5Ac) is expected to be a biomarker for
cardiovascular disease. NEU inhibitors can protect the heart by blocking the activity of NEU. This
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article reviewed the relationship between NEU and cardiovascular disease and its related me-
chanisms, explored the related metabolic markers and therapeutic drugs, and provided new ideas
for the diagnosis and treatment of cardiovascular disease.
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1. 53|

O ML A& A BRVE Bl N = BRI, D s i 42 20 R 15 (Neeuraminidase, NEU)YE P A RFAIE ) it ik sk
G50 M AN R 45 J5 K8 G 9G[1] [2]. NEU HAREEREREE, &K ZAE T W 2 7L sh
AR AL 1 2R ) A A b (RS R, 2 AR 5T MRE SR 1 RORE IR 110 SRS 40 25 B R ity M VR R B e, ) e
WIRA . NEU SEIAY) % D) Re S 2 e FR AL T FE % UIAH O o HH T e R A2 A6 T 2 OB IR ) oK g, IF
I 2 P B ERAS 2 Pk, DR MR A6 4 0 2 1 EOR A A R RAS 5 R v iR S AR 3] A S
2 % A N- 20 22 & 18 (N-acetyIneuraminic acid, NeuSAc). A<l T NEU 25 22 Fhoes I8 5
e EENLE], HREY) NeuSAc 1E MR EX RN 71, BLA NEU i 5575 O I 0920 v 16 T7 4
FATERYE SO M 236 A0 IE OR3P B2 (3T IR A i

2. NEU #b

NEU 95 H A A (B2 R 5 . 2121 R 4B 5 A7 53 NEUL. NEU2. NEU3 F1 NEU4 [4]. NEUL &
LT IEBER, (EASFRIBL B A, AT, R R RN ; NEU2 T4, =5l
MR 2 ST AR 44k s NEU3 @A T, S 5Egifanrt. bt 4028, Appiing. B,
NEU4 JERL TR A B RLAE R N RN, 2 5820 AJETZ[5]. NEUL Al NEU3 7EC L5 P R 48
B FRIk[6] [7].

3. NEU 5y &5 5%

NEU 760 ML 20 R 98 L NEUL A, NEUI W& PR & 5 2 R I s HE R AR OC, 30T 5%
E7x NEU3 755880 i 0500 TR I RPE R, 1A ¢ NEU2 F1 NEU4 #iiE b .

1) NEU B Mgz S 5w 0%

I 2% M Y ISP 3 0 49 440 S G T A 185 o R e 948 I 4 E %% 82 118 2 11 (Lowv Deensity Lipoprotein, LDL)
BBk 5K FERE AL A A SR [8] [9]. WEFTEEAR, NEU @i 51 S Py K DhRepets . {2t sl ik
SEARREAL, B5]EO A IRBGT S5 A S 5 el IR S ok R AL OO R AR R

Q) SIS P R ThRERAG . NEU /v 310 MR IR A, W30 HIBT U103 S 10— S EAE G, 8 if
EREVE M EURAE B, IS ML EF K [10]. MRVER (AR PR T A% R B2 MG 2 (Nrf2) % N YR B4
ARG IR0 . TESRCA RRR I OL T, B BY U ) 55 77 16 P B 4 b Py i B — S A A
R R AL 32451, ZRRifk ROS FIME 46 b &4 IS 40 FRKG B 43 F 1 (VCAM-1) /K P14 jin[11].

b) MEREZNRKHSFEREfL: NEUL 5 HA T 1 2R A8 I 2 5 M AR/ IR . BRi) 5 e 2 i 1) v
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b EWRAN A IR A IR A NI S I R, Rk kO R AL B R (9 T A [12] [13] [14] [15] .
Sieve ZF[13]1& I, TEANMKHSFEREIL B E Ik P IRE . 4540 X ORI BE B R4 i s 3808 NEUL. B4l
ffl NEUL 5/ FR-18 LA 20 AFAE IR ) it o (kB AZ 4 v A0 I 1) A BB 923 . NEU AT B 23
Fr#E s 5 1 B (Apolipoprotein, ApoB)#iias Rim ey IR, r=/E s sh ik iEfEik LDL, FF H3%hn5 Evedn iy
FMEE RS 2 1 3244 LDL FI4EHL[14]. NEU 51 RIBNK 2 eI Ak, 2338 I il 551V JU L2 B 184 e R
AN ISR [15] . 7RSI SR CTATAE KBS BB RE AL I FR R, NEUL Stk iE A g G B M4 Ea A
R R B 2R R AR, BT NEUL/PI3K)y 15 5 2% A B M40 g R T 1) NEUL 25 MR IR {05 18 K52
& CD36 K3 N E k40 A st A LDL fI4 L, (ks bk ok AR AL [16] [17].

S NEUL &5 J5E R 0k £ FAIC Apoe miBR/IN R I LDL FIFRAR % 5 15 25 (1 (Very Low Density
Lipoprotein, VLDL)/KF, Wk T AN FR-4 5FRE y 7= D ASEEE. sk 3 3 ks B HL A
[12]. NEUL YEEE{7 3 KR IA K VLDL F1 LDL /KF, 55id sk 3 5 A s B8 e PR . LDL 2 44%) LDL
MIFREL, AT AE VLDL-H i =g i A2 i <[18]

¢) &AL : NEU 774 NeuSAc 1T 5] f2 Co L4l 451475 . NeuSA 1E {55 7 Tl i i
Rho/Rho 5535 il 2 e 2 11 IS 53 % f & RhoA R Cdcd2 A3t 0o L5 473 N0 T ik A2 451[9]

O R AE R R LRI 4, W 2B, NEU K HA SR LR R 7E 20 . B AL
PN B A P Th RERRERS 20 HK o A B A B R BRI Co UL 477 3o 2 ke B A P, SRR ) NEU YR YT 777288
YRR O BB — OB R TR, R 2, TS .

2) AR NEU YERYAECULER I - B4 /e

Heimerl Z5[6]id i RNA 7 A A B s/ BRI, NEUL A1 NEU3 KE R NEU 7E/M AL
B - FEE 3 REM R, 2 BREWERIET K I HAE UL - RS = R s3]
FETH NEUL _EIRAT NEU3 Fifl. NEU IR IA/N RO LB IM - FEEEA: 5 RBUL BRI R AER 5, HFHAE
Oy IUER I P HEE 28 3 RAR 7% P BBt i ) e 8 Mk S e A 0 2 A, R OO UL ML - FREVEJS 14 KRB
LF 0 D REFIEE /D B S BRIEFE B 11 43 (CX43)RIEZ4 . 1fi NEU3 ]SS FREE T 403 1145 K B (Reperfusion
Injury Salvage Kinase, RISK)i& i & 5 o IF f- 47 7 I [19] « 3% IE NEU3 il it #35 HIF-o f1 AKT/ERK {55
308 4% 2 B o JULE P X o LB I — PR PO fE

AT 0L, NEUL 3PS & 5 O WLER I - FREEVE G O DD RESZARAH DG, T NEU3 8IS RISK i 24 & O ik
TRPERT . NEU TE.C WL - S PR R T B AT SRMFIE AR 2 R A, 5 B 20 AL et — DR BRI R I

3) NEU 5= EWALLAUR

NEUL il NAZ ARG ISR RIE, A SRR bk fe B S 2581, S50 0UE K,
OALES, SFHOEAREM[20] [21]. HH, NEU3 T OV 4E10[22]. 78R B0 WL B Ll
OB RS R A, 0L NEUL KBS i NEUL #4024 0% 0F 5N GATA 454 E A 4
FHEAERH, SEEGIE R (Nppa A1 Nppb) ik 51 OLULIEE; ik aE 254 NEU #6178 & =5 . LB
KAAML A C-09 4] NEU 3G, o O UUIEE[20]. /N ROFIBER R IR, (OFE NEUL 7ERAE X 15k
FiLBEWE, THERELRARN AEY) & A IhREZ . Ol XA T NEUL #0#@id SIRT1/PGC-1a
55 I R S O S O UL A L A i AU AN P AR e AR S S, S O B 5 0 D BE B ASATAN RO
HEM[21]. LI NEU3 51 NEUS AR #0 LT s e R Ak 38 i, #0%1) TGF- {5 5@kl | BUi
JEGURIRAD s 98D N I BT 2 40 B SR AR 5 27 b O LR 44 [22]

NEUL Z= 585 bR C U [23] R B 85 227 A2 1 IEREPE[24] . NEUL ZERE FR 22 R0 L4 i rh ik 1
b, #0 LKBUAMPKa/SIRT3 dfi%, S OIA4Eth . R5E. AL fan e T-[23]. 1 NEUL =ZfT
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B ZOT O I P72 M A S IS R 1, NEUL 450 nl st #0511 8 A SSEE E 1 (Drpl) /i F ki
I RARILR AR W, AT R R B 2R S O T RE RS [24] -

4) NEU. EEERS .0 /13698

78 U AR H NEU2 R NEU4 3 DR R385 07 1 5 00 ) 08 08 1) XU B T 5k 2% #H 55 [25] - Dougherty
S5 [26]F F T A T 3R A AR HSCHE 45 4 0o AR TS B R PR 2% W 1100 7 3B R S A8 4k, R I NEU RV 7=4) N-
L4 & R (N-Acetylneuraminic Acid, NeuSAC) & il it 2 [RI 28 ik B2 /O S 238 I H AR bR & . 1
OIERE T, M2 N-ZB A2 E B KCF TR 5K A RO I S RS 38 I dosr A 25 [27] . 76 - 0
AEHAH, NEU Rk i, JEtEE RMERERIL, 7028/ NP NEU #0077 B8 =) th =5 367 7T 5 3 40
il VR R AL, O O D REREAS[27]. NEUL FRIA 5 s Coa & 2B )UK, 11 NEUL RFRIAR, {2 &M
G 200 e [ 0 8 1k R A B A AR, st o S RE[6] -

5) NEU. MEWREREM 5 R LR

75 rp E P A A B R AR, BB I AR TP A7LE IgGFe B HE R X i ME TR BR 11 [28] - Peng %5[29]
RIMAEREL 19G Fe b R v My R A K P BEARAT D%, 1T 19G Fo 8% AR iy M 0 R 1 /K~ S5 004 e 2 AR OG .
NEU AbH A6 4 BREE 1 G IRMEIR AL, SR IET . MR &I /N BRAN NEU ALEE ) 19G i
TEHRIEERE N G 24k FoyRIB, M8 J A —F AL B A B I B BR Ak o SR 7 4P 78 MBS R AT 4k N- £ E-D-
H PRI 196G MERRR LK R IEH, TP IEREE S 00 R E .

6) NEU 5X kK E

NEUL & -2 AW H TR LSk E /N R ESKALR P REHE B, @l NEUL &8 330 kk2)
REAIIM A HE, PR EZNIKARAE T3, B-R I FE G NEUL k) BRI 50 A I/ 9 RE D e
ST T TSP AR R B A R R R AR, DL R M2 RS AR AL BRI 5C[30]

4. NEU Tl e R EE A 2 a9 D M E R AR S

FEE IR PR R YR TR AR PR T O ML 0 1 20 A AR i () IO A FH o St Ol B8 2 LS B R NEU Rk
VS 3G, B 28 M R 7K ST T i S e T B AR S R R 2R DA R AR bR B IEAE 9G[13] [31] [32] [33]-
1E 2324 3532 e ki s 1 B A B P R B, NEUL 7= 2E (115 NeuSAc 7K AT /E R el O Jo Feidt Fg (AR
WA EM9]. B OERE T, MERER K2 H i HAE RGN RIE bR E[26] [33] [34]. W LERIMLEIZ
FEVE 2V OB 50 B P, 4R B 9 T, vl 0 19 AT L 2 T e v 384 An [32] » I L 440 B 3% T e
T2 P v 386 0 5 R L4595 5 NEU SR RIS 14 38 e A — £ [28] . MEVR R T IL NeuSAc & O ML 7 12 Wi gk
JRIITELERREN), (H 2 75 B0 2 A 70 R VPN MV R 72 o L7500 T 2 W4

5. NEU #5735 ¥iar O E Rk X 2R

NEU 1l F7E O I8 9907 P s R AP IYRITAE A o S5 T 3l (i 78 o, ik NEUL sl
FI NEUL #1150 22 9800 S BB A RE AL BE SR B, 98D O O ZE AN R BRI FLO ThRESZ 41 [9] [14] [20]
[21]0 ST 2 Wi 0 et o A3, A PUIATZ4 ) BRI AR 596 97 1RO I A8 S0 2 %6 B AT R A
Bl =5 597 4H[35] [36]. NEU #IHI5IIG)T EELE MR COVID-19 B 2t DIERG K AR, 5%
kAR EF ST Z[37]. IF HflkiE S NEU #HLIK FHxE QT &R IE QT MG, HAM
AL I [38].

NEU il 7128 2459 3= B2 i@ ) NEU 5P RAE QIR E L B HIE 75 B A A 14
WHFURSEALIESE, SO MU ORI T7 FO IUE R 25 MDA R SR R %, Rk B R, g s, '
SR
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6. /g

WIEPE NEU JEPEIE S A1 G MR ER (L S 5 2 Rl L i R AE K g o NEU I B AE AN [R]00 L8975
rh R IA AR, NEUL RIATF s a0 I 55 HE 2, 1 NEU3 #2203 1E L, H A 58 £ i 58 4 TR 78 NEUL
FiIETHE S SERHAE FIALE], AR T NEUL 7EIX B85 h A 038 « NEU R il P74 e W R 75
O SO J1 v B I T, RO O I R AE AR Y, EOIMERIZE . ST, PG
T BT . NEU FHI AR 7] B8 23 & A RO IV 50 259036 97 i — BT kb 78, BT 2 1 R 3 3k

& H
HremaEE R B YA X H A S5 % SR (2022D04020) -
SE 3k
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