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Abstract

Calcified aortic valve disease (CAVD) has become a common cardiovascular disease with the in-
creasing aging of the global population. There are currently no drugs to treat or slow the progres-
sion of the disease, surgical aortic valve replacement (AVR) is an effective treatment. CAVD has a
similar pathophysiological process with atherosclerosis, and is closely related to abnormal lipid
metabolism and chronic inflammation. Previous studies have confirmed that lipoprotein (a) and
inflammatory response play key roles in the process of aortic valve calcification. In this paper, the
correlation and pathogenesis of CAVD between lipoprotein (a), neutrophil-lymphocyte ratio,
platelet-lymphocyte ratio was briefly reviewed, providing a new reference for the prevention and
treatment of CAVD.
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1. 518

540 Bl BB (calcified aortic valve disease, CAVD)& AR T 7e O Al i I 1A 55 = K WLl
MAEFIRE[1], HRRFEIWTCHE IR, Bl E 2% 3 e 2 2 3 I8k 45 (aortic stenosis, AS)IFIFT B, LA
O ERHEMBELNRE, SEOHEEANE, REAHNER. WPREME, O s, E2Ir2]. H
T T TC 299098 T BAE G257 (103t Fg , Mk — A R0 0YE T AS I 5 18 /2% 1 B ik B 32 K (aortic valve replacement,
AVR) [3]. #&3EE L JF P43 (American Heart Association)4iil, 65 % LA E CAVD BIRE A 20%~30%, 85
% LA CAVD BIEN 48%~57% [1].

KIALISK, CAVD #IA A& — P siRAT MR, A B () 45 82 B A0 T 2R 5 R 1, (R EILAE (R A
B, AP FFE S — AN ERI AOE T AR, HUOR IR A 4E 45 A B 28 (4], CAVD (1) BEAE FRA L AN
SR AEREACAR L, #B-5 8 BRI, 181 SE % R VI[5]. IR A (a) [lipoprotein (a), Lp(a)]. A4 i
- IRk E2 40 g LE A (neutrophil-lymphocyte ratio, NLR)+ L/ ~ ik EL 418 LY {H (platelet-lymphocyte ratio, PLR)
RANRLIE GRE R, 500 &ML 6], =%t CAVD " I{EH b R0k
YRS E(a)s R PEAH ML A 1 3= B kAR o8 () A LR TR B E A, BASOR CAVD (1) Bty X6 7 77 T 2k
1T4R8 .

2. Lp(a)5 CAVD RUtEE M
2.1. Lp(a)tffi&

Lp(a)/& Apo B 1 Apo A FEA5E5G (1) —Ff s 2 IH [ B 1) 5 25 A 0RL . Lp(a) FIELS) Bk AT AL . {2 IfiL
P T S A JAERFAE /& Apo B Fll Apo A FITE([7]. Apo A A B &4 —AFRA Kringle 381 25 74 41 1%, Kringle
SERSOR =AW R AR I IR, SRR R B SRR TES]. AR AR 5 NAFER
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Kringle 45 #38(Kringle [K] I-KV), M {7 KIV. KV 7T Lp(a)Zwfid i) LPA JEEt. LPA JERHA 10
FIASRIZR A ) KTV E R L5438, o Kringle TV, (KIV,) 8 DU RAMATT 5, S50 Apo A IR K/ %
AP, Apo A 14T 5 H kringle Z5 MR E R e, BEMZM MK Lp(a) iR E[7]. Lp(a)fr s 1isif
AR Lp(a)iRBE, TEVFZ MR NBEh 5 30K A OC, 5 IR AS IR A ZAH 6.

2.2. Lp(a)& CAVD HifglE %

Lp(a)2 AWK O ME RN, 5 CAD A A RS, SIS AHSME[6]. Arsenault F[91#E4T 17—
miwtse, HHEMZHE Lpa)/K 2558 CAVS BRI INAR G . il 17 17553 4 B3 1 IIE Lpa)/K
S, AR 117 FERIREY S, Hod 118 AP T 454k 1% S8k 42 (Calcific aortic valve stenosis, CAVS),
5 Lp@K=000REZS 55T HE, Lp)@ =20k ENS 55 KA CAVS I R (95% CI
4 1.02~2.43), Stewart 25 [ 101X 2K /U I g FERIE 7014 1329 44 =E sh likififh 535 F1 88 44 AS % 51 CAVD
(R0 REZH AT LU, Ad Z R TG, Lp(a)5 E a0 BKIRG XU 38 I35 J)AH G o Zheng 5[ 11175 R
SERTHEME A - SR eI AN 17,745 4 B E-FHIBEYT 19.8 455, KIL AS i3 403 ], fEIHRE4ERY. M
il ARG R i B O e A e PR 20 ks S VR 2% TA 35 J5 K B, Lp(a) > 50 mg/dL & AS [ S7 f& 56 K 3 (HR
N 1.70, 95% CI A 1.33~2.19). Kamstrup 5[ 12|75 EF AR — M AHERT 7L (n = 87,980) - #EAT T — 097 451
XTREAIE ST, L35 725 51 CAVD J A 1413 4511700 LA 9T (R BRZHL, iZE 2 R IWBESE Lp(a) 7K1~ RSB
FH&E, CAVD F RSB HT T E . RIRIERZE[ 1315 652 1] AS BEHE4T 1 3.16 FERIBE VI )5 K3, Lp(a)i s
= AIRE R L AS ML GRS R R . XL T4 R Lp(a) 5 AS #UIAHIE, K Lp(a)nl e AR
T CAVD (kR EY, FEAK Lp(a)ilk BE W] G TR &R 97T CAVD B — BT i I PR AR b o

3.NLR. PLR 5 CAVD My

TIF 9 2% T 9 S A 2 ik o0 BERGE AL R = B0 BRI 2T 4 A0 AN 5 4 3t A o (0 1 S RRALLFRI [ 147, I ELIX 5 g oms
AEMEIRGERE . YRR T8N, AN 2O n A - JE bk E 4 i T Eos > CAHIE S 5 3 ik
SRAEREAL AN S T K SR AR R A R [15]. AT TN AS /™ EAE RN T , A IXSEAS R 20 A ) 40 i
bR T EIAREY), WINLR. PLR.

Avci FE[16]%F 96 BIE54 AS BEFATHIIT, FEERDI AR = HFZFEM AS B35 1) NLR /K- TAEHL, 45
RIBEAE T BRI TR FE N, NLR B s A FEg Wi in i . 5T %I AS B ik AL RE AL
—RER R AOE LR, RIEAR S BNt ] LLEE AS FRAR K . Seluck ZE[17]1%F 220 1] AS HE Al 157
il fe e MR AT AT, PALFELR ORI, 45 R KL AS 41 NLR Wi w5 x4, #2875 NLR 5 AS
A RIS A . Akdag Z5[ 1814 AS BB RS TSIV YK JIB6IE 0 N h B AS RIEE AS
H, GxHML, HE AS HAREFE AS A Miit%. PLR &% F+m, #HE AS 4 PLR ¥&ET
B AS 4, YIRS AR E AS AR, XFAHCHER, PLR AIYENPEAL CAVS M H R )
4GSR . Yayla Z5[19]1%F 304 5] AS Hi# PLR. NLR #E47 T XfLt, KRIMESE AS £ NLR. PLR &35
FRHRRAFZ A RE AS 4, H PLR 5 AS 7 EFLREA7A(E 35 AR, 2T AS ks &Y. — I
JEPER FE[20]2EXT 117 BB FE AS B 852 LIl B #R 5 K0, HRE AS B E 41 it 4. PLR ¥y
TR AL, IF H PLR (75 AS B ERE AR Go i 2 L B A oot o i et 2R I NLR,
PLR 5 AS HEHVI KR, $#&78 NLR. PLR ] MEARFHENIZHT AS MIIMIE RAEAREY), KA LA
W AS J 5 26 LA Je S Bl kAR 7 7 2 BE A I PR AR A o

4. CAVD & iwHL5%
B K R R R P R L ) S5 A R A R T A . FRORARZ IAEE R BT, CAVD
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72 MR R SR A — AE SR SO . FUR BRI R A, GOSN ARG . MERURIE . B ER
AE WA ME Y A SR A M AR A, HoRr SRR B R, BRI, E5EE TR ,  SEUR
T RERRAS AL 2N /5 23 [ 217

LIRS I HE 7 NP B B BOS RS AKRAEAL, RSP BT 0 g 2, H 2y RAESH
MR B8 BON SIS 1E, KRS ERTOR, TRRAES 4SS 1T, SNy S a6 2, e fEad
AT, MR AR D, AR BT U TR 22] [23].

4.1. Lp(ay85 CAVD % wH#1%I

IR E M, Lp(a)ie EALHE 5 (oxidized phospholipids, OxPL)/E Ifil 3% i ) = 44k, OxPL 7 Lp(a)
935 BB ST I 0HS BB AL A S P 5T kS T 4 I (9] [24] Lp(a)M! OxPL AT REJHI 30 MO R FR 45 & 10 ki 5
TR B R IR IR 455 5 K CAVD.

BT PRIE TR B, AERR AR ) B KA S i B e b AE AR IR SR B A SR B BE IR B8 A2 (lipoprote-
in-associated phospholipase A2, Lp-PLA2)HJF 1A . Mahmut 25[25]fR % Lp-PLA2 £ CAVD H3RiL, AJHETE
T 52 1) o A0 B R A R R FEAE A, DR AT L= AR 3 I 16k I 1% I Bk (1y sophosphatidylcholine, LPC), LPC
#& Lp-PLA2 V&4, & n] LAATS 2008, 0] DA 3E M-I WIAH M R . LPC B i S AEHRNR (8] 5T
AR TR AL L, FE%F CAVD U B ALCEED 4k S AkE) B 0 B B, 4k =3Ik Lp-PLA2 34
T 4.2 1%, bAh, HE R (Autotaxin, ATX)&—FE MBEIEEE D, 76K 2%, H oA [F A 40 Mo 1 .
‘Bt bl LPC AN, 5 A BA s T2 R AL LB IR IR [26]. Bouchareb Z£[2718F7TA I ATX
FEMBEARIRZ 5 1 AS I FE, ATX 2 Lp(a)fE F 3Nk g%, 0 e 5 2 Bk (] 5T 40 a2k . 5 %5
= - MR AR 7 AN IKIRE) IR b, Bk, XA RS A A RE R S A K FERELL AT CAVD (1)
JHUREJT T

42. RIES5 CAVD LFBEIHLH

e ERJVER, A OKE BRSO A N B DD e R ASCE 2 KR FERE AL A A R IR A, X 2 2
MR EDIKIRAL T, 5 CAVD AR BT SRR KN RAH — 2, 5Bk 2R B 28].
BUBR S 5| S = B0k N B Dbt , R IEAMRITH, 0 T AR B4, Lpa)iifl, BEEA
£k[29] [30].

BEAE A 70 5 8252 AVR B AT 1 I/ IMREDREWE 705 & IR/ IMREUE B 5 R BE[3 1] 1 /MRAMY
J2 LA T R R MR R -, 1T ELLE 98 RE A At 5 28 24 5 S AR DG (103 2 R R FE AR P o /NS 4 9 1)
F BN 2 — 2l 5 g0 AR B B RURE A /N AR B AL 1Y) v BEVE BRI 0T, R4 A IR - Bl o 4
JEEE ARE[32]. BAL, L /INBRAENE AE 20 MR 240 B 21 28 5 A I 45405 AL AR B e L (R %L I
A B DR AVRCIUR 3 NG 3R 5 T A 4% 56 B 0 (330 ML /INGR T+ 55008 in L A3E W 455 3 ik ks R A R e IR 3
IOk B P AR FE A Q. — WU FUR B, M B IKIEAF L™ AR AR, AS BB 1 /RO A6 AT BE O3 7
R G MRS ) RFAE[34] o /NIRRT F P 240 A 2 8] P 2 T 42 A 384 528 17 v P s 4 1 G At Dy e,
I ZH UL P i AR R (351 45A DL BB e 4 SR vT UK I, JOREFE 35 3 ke A f bkl 5 2R H
A R JEE B R RT e B TR = B0 Bk RS A2k Fee 1 L

5. CAVD B9&TT

CAVD e —MApFEmmp, 2IHOE, ERAEMEAGTRILEER A . BRE 2
Yie T BRI AT LA S Bk R B 1) e, (B F RITIE e 25 W0iR 7 SaE W mT LAl AS A JE.
AR e PRI 25 R 7, AT 24 R [ R Ao i 0 O R0 R AR A ) T BRI, HAE TS AS (Rt
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J5 T AT BT R [36] [37]. HIE, 8Y7™HE CAVD EHF ME— LR FARRE T8 F ook E
AR . (HZ2HET AVR & &5, HFAE CAVD B s AEERE . BFFTUESE Lp(a) L1 OxPL & Lp-PLA2
J& CAVD Hy—FhgtfL Al BE 20w R &, JF H PLR. NLR 5 AS M ™ L2 A B B AAESC M, B H Rl
KA ORZYES CAVD WAL

6. REERE

B N 2844k, CAVD BTN Bk B — /N H 2 S L0 ) . BEAE I AR 9 Lp(a)s KL
YA AR, MRS O ME RN R ARG EEVINER, B3935 7 R3S, 25
SN o ASLEIR 22 TAF 5T % B Lp(a)-NLR.PLR 5 CAVD Fl AS [7™ 5 72 B A W 5 A % 1 . L3 Lp(a)-
NLR. PLR ] DMENHT AR T CAVD ()7 EHALEE, (HFEK Lpa)ik BE  $i 480E IS FE TS ELE CAVD
(1 5 A A ik i 5 i — 2D R I FEIE SE
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