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Progress on relationship between lipoprotein (a) and diabetic nephropathy
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[ Abstract]

A lot of evidence indicates that lipoprotein(a) [ LP(a) ] is related closely to coronary heart disease, stroke, calcified

aortic valve disease and other cardio-cerebrovascular disease. With further research, the relationship between LP (a) and diabetic

nephropathy (DN) is also discovered. LP(a) may play a certain role in the occurrence, development, clinical diagnosis and treatment

of DN. In this article, we review the recent research progress in LP(a), in aspects of its structure properties, genetics, metabolism,

and correlation with DN.
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B R 9% ' i ( diabetic nephropathy , DN ) J& ## IR
o e Ay L L™ B ) BRI A s AR O R = — , ERE
BRI B T R AN 20% ~40% . HHIT DN &%
BLH 5 A B A, — Bk A ilm R DN AR X 3 5%
TEFRE, DN J& S 2 & K 5 = (end-stage renal
disease , ESRD) (55 g1 SR U] 58 1
bRy, sl BT B, T RCRESE DN /Y & A=
KRR HEM 5T 719, JEHE H (a) [ lipoprotein
(a),LP(a) ] J&— L% B i 8 1 S UB0RE , 35
I AT REA BEh Pk REaE AL e 28 e A e LS AE
FI,LP(a) 55 DN Y& 4 & e BA A OGS . AR
X LP () B9Z5H 35t A% A M5 DN BAH G4
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F 1963 4 WAL 24 K Berg B AR I 4
LP (a) =2 fy I [ B | H- b = 15 55 05 0 Fn 2808 25 A
B-100( apoliprotein B-100, ApoB-100) #4 i , 25 #4252
FAKE BEAS 2 M (low density lipoprotein, LDL) , Jf- 7
A LDL " & A i 215 2 H (a) [ apoliprotein (a) ,
Apo(a) ], A 2EF)E 13 ApoB-100 Fl Apo (a) Z [H]
() FRRE A R L, LP (a) Z5 M FR 425U
T LDL, HE AR 19 Apo(a) B4y, BT LA LP (a) 7£
Ui b SAEAE HRRRTE . Apo (a) ETEFIES By
— b AR R BT, B LPA[LP (a) B:[H ] 4,
BAFRFHEPERY Kringle MOAREEH , & LP (a) KL
“EINRERY B
1.2 EfEHR

LP (a) fA7E T A 28 IH KR+ B2 B Ak
s ARAE R DRSS S i B A AR DL
Tk XIALP (a) MBI K T R LP (a) K
F R LPASE R PeE™ | % 5L P4 ) Kringle IV -2
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(KIV-2) W AIAFHE 3 ~40 AR sh 2545 DB o AR
(copy number variation, CNV) , KIV-2 #5 Il £y 5
T LP(a) W5 F i K, KIV-2 # D #ok> |
Apo(a) A HAM/N, LP (a) MBS, 5
Ah IR 22 R, N6 LPA BEH b B R 5
25V, G0 rs10455872 153798220 Fll rs7770628 i
S Apo (a) o KIV-2 B9#8 DUEL, 520 LP (a) HYZK
ST H rs10455872 i85 2 UORE IR R A & AR A
K LP (a) e A7 HoAthagt % A8 S 5 ), s 2
TIXTAZH R TTTTA 57515 DB A B iy X
C/T 27T M2 X LPA By AE /i i
LP(a) MREESEH KIV-2 CNV 2N 5% 3 K fr f7 £ 4
(A48 CNV) T ) BA% T R 22 25 1 1 A B FH e s
(1, AR 28 (AR 32 3048 ) DGRAR/ MR,
1.3 RihgE

LPA FEAE e % 5%, A BF5EIE] LP (a)
H1 Apo(a) JLF- 58 4 76 JFME & B, IR ok i A AR
' Apo(a) SRR /NG AL AR BE R RUA ] I A2 4k
fH LP(a)H Apo(a) Fll ApoB-100 FYZH % (57 s AT AFAE
Gl LP (a) fRIHE BR A 3B ER ORI AT A i
e, BAT A hy T2 B o T B seAh, B
WA T —FB /I BRAT S5, Sechi 45" R, B it
FERAM LP (a) FHiE . Kostner 5 51, B T 3h
FRIKILK LP (a) Ve HAG 22 5, BLAE DR &3
T Apo(a) B R, 3X 156 WY B U Al 7 $H — 35 431 BRAT:
%5, Cain S50 38 3 4G 0 55 PERRIC 9 TP (a) M2
LDL FE5EFE PR RS R 41 80 9 20 A i O, dAIERH T
B EA — 5 B BR LP (a) FEFIY™ 38 AN ) 40 i
ARV SZ AR, IR BE B 2R 11 32 44K (low density lipo-
protein receptor, LDLR) \ Toll #3255 7E Ho th & 1%
—EVEM . R RIPX EARGHE R XTI 2 LP (a) 7K
A N

2 LP(a)5 DN TR #HE

2.1 LP(a)5 DN gt

I HiE AN LP (a) 2 shK ok AEAE AL O i 48
Y (arteriosclerotic cardiovascular disease, ASCVD)
AT GRS R 2R ORI Z W58 & B, LP (a) 7] AE
I JE DN Ry ST S R PR R — Ui {51 %) BT 5
B LP (a) KT IE B U8 PR AL B 11 2
R 3 e R s 4L 8 T T e, T i PR i 2 W . T
175 3 Pearson #H&0 T 7, LP (a) 55K A 8 H HE
K (urine albumin excretion rate, UAER ) 5 IEAHC , #2
AL LP (a) B ACHEEELAE DN B R A= F1 A
JE PR B R E AR, L T LP (a) KK

B, AT AER A 2 & AR IR . Senba 4515 HEFT
T —RE R AT, 25 R K B LP (a) /KB, DN
BRI, TR R A A AR
o B LP () KFJ2 HIT K& B i A B R R Bl
EIMLVE LP (a) 7KF B by, & I & 5 s 1 XU
o HILAERME LP (a) V0] REIEHE IR B E I
KBRS fak R &R

LP(a)7E DN Y #E R it 2 E4E ], Lin 2507
XF 2 118 5 o B WE I & 9 Y 5 000 DR A A8 2 Bl
Vi5 4, &8 LP (a) ¥ = 30 mg/dl IR, B/
BR € 1 % ( glomerular filtration rate, GFR) A & 4F
2.75ml/(min - 1.73 m*) BB TR 1M LP (a) ¥
J& <30 mg/dl B9 83, GFR A9 T R 33 13 A 0k ) 2%
[44F 1.0lml/(min - 1.73 m*) ], W LP(a) ¥k
JEAKSF-RTRE IR DN (9 & A Je itk J|g . — i HE Mk |
Yh1i) AL AN B 55 Bl 1 T 560 1B IR 9 A
B LP (a) IR IE = K4 ik 3 41, -3
Bl 10. 1 4F 25 R R, S EE LP (a) 41(31. 6~
65.3 mg/dl) KA E LP(a) 21 (4. 6~8. 8 mg/dl)
) eGFR 5 4F B9 F B R0 B o [ (1. 74 F0
2.43) ml/(min - 1. 73 m*), P<0.001 ], i H 5%
B LP (a) 4IAHLL, SR LP(a) 415 DN B4R K
JEEL R FEA K (HR=2.12,95%CI: 1. 33 ~3. 36;
P=0.001) ;{0 [o] ¥ BB LP (a) 41 (13. 0 ~
19. 4 mg/dl) 1) eGFR H4F (1 T B 3R 7E 3 2 b i
f&[1.49ml/(min - 1.73m*) ], FHULHERT,LP(a)
T IR B — 2 VR B A S b DN gtk o)

B A A2 R P R R EE LP (a) 52 DN =41
450, — 5 DN B35 &R IR R SR
Y7 A DR 28 B0 PN B 1 ) R o 5 2K AT A A
PEE A T, 5l IR b — 2D iR H 80E s
B Dy B Y 254 T AR AR IS LP () KT A4 S AH
W4 s 95— 5 B HEVE R LP (a) 23S 3 i, &
AR B A AR B R RE X LP (a) HEMEBE S5 R BESUE
LP (a) T A HiRIE S H DN A5 25 908 AR
AR LP (a) SR, #EI DN 5 LP (a) 7K F4H
HAEM . —J7 1 DN & % 3205 B =L, vl fig
f LP (a) /K 5 —J7 i, LP (a) AT ESN DN 057G
BRI, Bk LP () ATREMNIER DN & A Rtk
2.2 LP(a)Z5 DN X4ERXERNEENH

DN 119 % A il e W] RS 2 | A5 R I 378 2
D155 Z IR WA EAE T, B AT EARPLE AT,
LP(a)Z5 DN RAEREMILHI FTREAT R, (1) 2k
M sh J12% . IS &, BiE LP (a) £
RERy T, AR 22 R B i 3 55 75
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M N B LP (a) b LDL B 245 5 (5 B AE 50
JikBE P, BE 22 R i it A3 S5 ( UNZF 4 2K L 7 A 4K
A 454, AR R LP (a) fEAE JE 2R 40
M6 B % 1 P B2 20 A%, AT T BB K ) 0 ik s
FEREAEEES S BN P, J150,LP (a) 45K 547
Y TR 7 )R ( plasminogen , PLG) = B2 [R] YR, vl 55
GePEHAM ] PLG , BHWTEF i E R JT A 1w 8 i i) 1
Y B R AR 35 ZE AT . (2) TE LR AE PR 8
RIEPIN N RS DN EA R 0T, Sotiriou
RN SRR AT K BE, Apo ((a) J&— Rl 2 48 4
T, iid Apo(a) HIEES HAIM B2 A H MAC-1
FEAEF , T E R AE A0 I R 46 . X 5 Callow
S PR L R RN FRASE RS HRIE S LP (a) H Apo(a)
HATA T AT A R AR B — B, H A, LP (a)
A WIRREE AHDC I B G i A2 38 1 25 & 98 0E i i
SEALBERS (oxidized phospholipids , OxPL) /S 4 [z
M UEB LP (a) i I Apo (a) AJ BE1& W R AE I
B, (3) AL T4k, LP(a) Al A1 TGF-B Y
Br (1 9 a4 e I B e A o N B U D R
fb, (4) RiBHEME T #FE ., DN HIREA N ER
N HBFEA B LP () #8022 TR BTG R
i3 LP (a) 7KF-Fif 2 B 400 5 0 2 i - v

2.3 LP(a)¥ DN & rhayilk KR A

2.3.1 LP(a)BAHEM N DN IFROEMEIEPR DN M
FRYE AR AT SR H 25903697 B IR IR T
FRE M TF R, Rosas 52 L B A G
LP (a) KVl R (2 8 N3 F B 35.3%) , 1
HLEFEEFAR 509% ,LP (a) FEAK 10. 6% , 320 B # l
REA R IE LP (a) FHC BRI ZE AL, LP () 1E N
AV E AR S B AR FARIT R, 5
AEROURIE Y % B, DN 2H 48 /i 51 b R 36 9T IR, B
56 1 AR 32 B JERL 12 B IEIT AR N 88. 00%,
RITARCEIRIT IR WIS LP (a) K R H T REE 5
FEBH AR TR YT R FIJCAE , 2 B DN & &g
HRIBITIE L TP (a) ZKSFF R, A% 48 428 1L
AT REAE R PEAS L7 R0CR AR ) AR bR . (HA H0E
g i, DN BE ENTIRITHTG LP (a) BUE Y 22 70
Giih2Em 7, LP (a) 1B DN W7 8OTAl 48 brid
T iE—2E W%

2.3.2 LP(a) Al figfe DN B & A0 I8 F 4 X
Bp s N E DN A JBZL R ESRD, H 52 Pr |
DN EE LT E MR ARIA YT Z 0 48 0 1l 4 %
P R B R A LA XU 184 i 5 i 3
Lp(a) KFTHEA KLY 2014 4E7E ()Y 24k b
LE DA E A T —I 2O as 1> 48

Y LP (a) S22 00 I8 2 0 XU 1) k2 e PRV 3R 5
LRI EKE LP (a) J2& DN A 900 45 95055 9 il
SEFERR R, 2016 4F Konishi 2 4 A T B IRATL:
B AR B KA AGETT A A8 B 5 H A 904 1] AR
PErBr LP (a) KK 5835 43 KP4 (n = 454)
AU 4L (n=450) , #1471 4. 7 AEMI BT, 25 5
RILEIKF- LP (a) A28 B MG 22 Az O i 8 SR X
Ko b S G B I K (HR = 1. 35,95% CI; 1. 01 ~
1.82;P=0.04), UL UL, DN BEHEI LP(a)
SEH A2, FEH] LP (a) ZKSF 7] REFEAR DN B
O LA A RS

3R 2

LP (a) /2 30 Bk o AL 19 2k 57 fE B I R 22—,
R A i B A R A ZE AL A AR AR, LP ()
AL SR PR L B R —E KR, BETH Bk
Ui, X T DN R B, B T RE W i R Sl A o
B A 9 B B R A FE B DN AR SR W DR O A 11
RAE SR fe R E B TR, LP (a) AT BEJE L
MR R R, SRR i 40 A DN 2 W7 1 2 % 45
bro 735h, DN BE AR ASCVD & A KU,
JEHBET AR LR . LP (a) 15— b 29 (R 4G
f&bR, W] g J& ASCVD it 37 f& f& [ &, XF F 9 U
ASCVD W A& KU A7 — 28 1 27 2 X, ¥ 6l 4 DN
S LP (a) 7KF- 1T BEREAR IO i A S kA 3,
)5, LP(a) 5 DN B9 15 A — & i AH G, X
FHM DN 1 #F R B0 A 48 5 2 X, A B ATk F
LP(a) 5 DN #H G 0y HARBL G 5 A8 1), 8 5 22
KR s,
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