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Study on blood apolipoprotein as a potential biomarker of
neurodegenerative diseases
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Abstract: Neurodegenerative diseases (ND) mainly include Alzheimer's disease, Parkinson's disease, multiple
sclerosis, amyotrophic lateral sclerosis, ataxia, and other diseases. The number of patients with ND is increasing,
but the proportion of patients who can be diagnosed and treated early is less than 30% and the cause of ND is still
unclear. In order to intervene in the disease as early as possible, researchers are committed to finding biomarkers
that facilitate the early diagnosis of ND. Among them, cerebrospinal fluid (CSF) closely reflects the composition of
the extracellular space of the brain, and may be the most sensitive biomarker for evaluating ND. However, the
method of taking cerebrospinal fluid is more complicated, and it is not a common method in primary care or elderly
medical institutions for the treatment of ND patients. Imaging examinations are expensive and difficult to spread
among the community. The peripheral blood collection is convenient and less traumatic, which is a potential early
screening and follow-up method. There are many components in the blood for analysis and research. This article
reviews the research progress of the changes of apolipoprotein in the blood of ND patients as markers.
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M T AL A Wb 5 A0S ok 22 SR AT PR S I 12
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O R 2 Al R AT PEBR ML A b B 1 S =
KA, W REEA R AN, H R, #h IR AT
PEZRI 52 AR 22 B BR 1 4 5E B AL 7 0 AB
VU Tau 8 EF 1 FEBERR A A o- RAMZ ] B 75 55, iE
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o Ho R A R AL AT A 2 T SO AR B e EAR
PR AR JOE S . VB S IR R T AE R A IR
AT T AR SO T 2845 F A 22 IR AT P

JIE & 1 (lipoprotein) /& 7E Il ¥ H 32 3% 7K AN ¥ 1 AR
IR T B (BROIRTIORD), Fhr e 25 [ B A L H i =
P P 7K A AR P T 80T 2 1 R R B A DL e 4 2
JR A FERE S (UL T T 7R) . i R 40 A0 A T
WALk G AE A e S R . IREE A A
5 0 L8 R AR R0 DL K 48 R G50 (1)
KA R B ) AH 9K . T G 2 B (apolipoprotein,
Apo) & —HEREANWAERWEAR, KIS
P22 AR AT P 9 BV B, A AT BB R ND SR I
WAE W AE bR B

G H Apo KAl 43 4 ApoA.B.C.D.E.F.H.
LM ZE W R R b . %5 FE IR B2 A (high-density
lipoprotein, HDL) 1 & A () 2 I 2 5 7 ApoA.C. D,
E.F.H.J.LfI M &, M%K% fZ 5 & A (low-density
lipoprotein, LDL) "1 4 45 & 1 3 % & ApoB Al
Co R oA S 8 78 Lo i ML 55 595 0 RV ATT 8 2 8 AR
B . HDL REf% 100 % 1o IE [ 1, 2 — Mt 50 Jikoks A 4
PRI g B2 A, J2 e 0o B OR3P PR 55 Ty LDL J2& — fif
iz FNE [ B E N A 8 4 23 40 i ) S B R, S
JEE G 5 G2 A B I 1AK% B2 S 2 1 (OX-LDL)
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Figure 1 Lipoprotein composition
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B, I T HDL 2 P 20 Bk ok #4075 7, ApoA-T1i&
5 AR G5 FEAEAR B 1 R AE R FR RO, PR RE,
ApoA-T 55 FUIR IR 22 88 A R AMA 2R 1 45 A 2 VR A S
T fit 3 38 7 110 98 7 1L A P b B U2, BYF ApoA-T
7] BCA AD AR S R IE YD o X ApoA-T 11
% T 70 45 5 — BUE R, 44 IR AR 8 A 531 AR T FC 1
JE, 5 4E AD 9% B4 A b, AD B8 il 2%/ 10 3
ApoA-1 5K [ 1 23 7K 500f B 4H B i BI04, 4R
XA R T RS AD B XRS CB. B SCERE I B 4R
i IfLiE ApoA-17KF B 1] e 5 WA A1 RE 77 T B A i 2%
G Ko A, BAIRIE RILH AR KPR AD
S MK ApoA-T B i AR,

Bk 7 W 5T ApoA-1, #E 2 I ApoA [ Al 7 A 4
S F) R E, B E N E 1 ApoA-TT 5 ApoA-IV. H—
T FUAGIN T 44 091 550 P 3R IR A o R 2k T R 5 R 1
MERREAMBAEE AR, £ AD BEYLF, ApoA-l
H1 ApoA-TT 7K T 34 F# A%, H. ApoA-T/ApoA-II ff Lk 3% 44
Jn, Ui B ApoA-TT N B B & . i H, 76 & 4
ApoA-T1 7K i LU AZI T B, 15 BH 22 4 i JRhE A8 2 11 I
5 ApoA-I1 1] it 5 AD K 3L i f A e,

ApoA-1V = BLR FEHUA AL L T 2l Jik 58 1 15 44 11
YEF . — T0URIE 90 R FH 4 2 S 4t M R VK 485 45 T i, 0of
B2 AD B AEE AD [ % BEZH (1) 1 SR B AT AT
SRR TERE AD &, ApoA-1 T i, ApoA-1V |
WL, fE AD B 1ML o ApoA-TV /K F i il 5 56 /i
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(1) 5 — THURIE L 002 A — B, X LB AL 4 S 5 AR
YTERT B AD I3 £ P bs E W) 0 5T AR 43 30 1 25 AR
o, AR W AL 45 R R R AD BB I
ApoA-1V %, iIX 5 5 — It Ji 45 A IR E . 1% I
T FUUE 52 AD JE 35 L35 H 1 ApoA-1V & H mRNA 7K P
R, H ApoA-IV X H mRNA [17KF 5 AD )
R R UM G, B AD BB T L, ApoA-TV & K
mRNA 7KF BRI, B SR O% ApoA-TV B 5% 25
AAETF JE 1, 12 ApoA-TV 1E AD ¥ & A % fe H (1) 78 7
1EH, 2510t 78 & 1o .

IR A E (ApoE) & HDL f 4 45 4 1 )y 5 b
FEHKS, H 58085 A ApoA-THH tt, HAF HDL ik
R R AR 227, ApoE A 7E £ i ZH 4R 41 iy o
A, LG HTHE N 23 6 4 43 L b MR R 2 2 45 A LI 4T
MI%E . M 1993 4 R I NE B A E [ o4 5547 52 K 2
IR R AD [ 5 6 O R A% fE G R R 5, AT 4G
T ROR B R B AR R 2 RGP A E 0, fE
N Y BE DL AR AR M, ApoE T fE & AD [ Wks &
YMEIEY) . B A PR R A [R] ks 00 g v R o Bk
FH R 5% S W0 40 i 73 1B R, Al AD i35 L% ApoE 7K
P ZESR . KPR AR S A -3, R
AD L5 ApoE /KP4 E AD (X B 41 525 T FE 61,
X5 5 WU A4 A B0 (HARE B R E AR
AD EFE 1, IfiLiE ApoE 7KV %A 3 A8 A, L2 4t
18 ApoE 7E AD & # ML 1 Ft =i12122, ApoE 25 SR 1) 22
S V£ T RE 42 (KA ApoE A7 75 A [F] 4 [K B4 (1) Jgi [] 133341
O A B Fi il 18 ApoE4 S5 A7 LA (e4) MIAFE 2 FELAD
HF ApoE 7K - B& K, 110 ApoE3 S5 A7 JE [K] (e3/e3) HIAF
£ 2> S HAD 1 ApoE /K P T iB9,

ApoE T A7 76 3 Fh V7Y B4R AR 2K (4 E2.E3 ATl
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Bl 263 il ed, HEHRIE e4 7 /& AD f 3 845 fa [ [
TOTI, M@ N ed S5 A7 5 R R A 15%, {HAE
AD B E N 40%. BH 1A ed SRR N S AD
AT BEPE A AT AT 4 S0 FE R I NI 3~4 4%, By
24 ed AT FE RN B AD B R & A AT A e4 2547
FE R N B 12 45280, T H. e4 547 38 (R 45 17 5 AD R AE
[ AF % LU &3 S5 7 55 (R 45 4y 5 509, o — 5T, & o4 55
o7 5 PRI 48 7 5 AH LG, o2 S5 A7 S DR I 485 7 35 78 AD X
B AE X AR IO, BRI 2 A, o4 S5 A7 5 R 55 At JLFd
P22 3B 4T PE 9 [9 b 4: A% (Parkinson's disease,
PD)# A1 £ K ME 8 AL fE (multiple sclerosis, MS)#1] ]
I R e FdE e A 0% o 457 18 ApoE JE R B4 ki |
K FH 25 W 5% B R0 4 928 B I8 VA ) ApoE R A, 45 R 1R
5 AEAD X BB ZH A LE, AD 2 ApoE4 2547 JE ] (e4)

1) 43 % . 25 1 751, ApoE2 S A7 R [R] (e2) MR A2 500 i
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B X, ApoE 1 N —F s Ml A= br Bk F it — b
(IR 5T o

AR T (Apol) R AR SR A FAMEAH R E A

SP-40,40, /& —Ff R AT B BEE ) R R IEEA .
Apol PR 45 H — 5 T AT LS Z R K - T 454,
— J7 T A LA 55 05 52 (1 40 B 3R 1R 52 AR 45 517, Apol A7
FET M3, 5 HDL AH G, /& HDL 4L B 738, 8
RIE, Apol R FE 54 AB W Ik 7 P95 3 B 101 1
ABAE R o B T RRBST2) 38 A% AR e 2 WO M AD 1)
FE R R 2R, TR IR [ — T2 AF AN AH W 78 &
L, AD 3 M) Apol 7K P55 HE AD i X i 41 154,
X5 5 — TiAE 7 g S — 800,

HNEE H B (ApoB) EMKEHEFEEOEAY
(LDL-C) ) E B 4 - 22 WU 78 iE sE 5 4 AD 1)
X B ZHAH TG, AD F835 1) ApoB F LDL-C Ff 20:245657],
H 2 AE— T H AVE & M JE X % AD &3 1B 7,
KL N ApoE4/3 (1R & AD i 5 R & A 4k
AD ({5t B A L, 3% ApoB & &H NS, ik
o ApoE3/3 (3R & AD i 3% 5 R R A 4E AD 1%t
HRZHAH LL, I ApoB & & LA, /R EE B
ApoE [1] 3 BUAN [ 7] B8 5% M ApoB [ Ifil 5 7K ¥, A i
ApoB A Al fe 5 HAh#k g & H 3L M2 5 AD )2 .
2 A&7 (PD)

PD AR RE WA, 2 2 N LM A R4
A VEGIR . HAFAEFE 1B B IR 52 AR AE | i 2 7 AN
TR, 75 PD R B, AN 3 RS S 1
PR TR R AT VRAl, FE T 1 Tla 5 (s B
HOR R o i, — S 7t R I IR B W1 ApoA-T.
Apol %5 £ PD 1 2 4f  i3F & A0 TS b R A H O
,f/';)EH[S‘)-()S]Q

ApoA-1 5 4| 5 E S 7 LRAF LT A R AN 75 4
5 I B IR e, ApoA-T EHEIE SE 5 £ Fhpp 4258
FT MR A 5%, Bt ApoA-T# N A2& PD &9 4F #4 Al
BENZHEEREE A CE R DU 1000 £
% R 2 A A b R SE, IROKSF B L 2R ApoA-15
PD & 75 4 W% 18R 5L R Z 3l 52 450 7™ H R Bk E IR 5 A
SR, N T U E ApoA-T 7K X PD & E i
S, TE oy — WU 78 AR ARATTHEAT T Cox B8 AU 237
K = B0, T NFEAR B ApoA-T 1K 5 73 Bt
3 21 BRI (0.15~0.26). ' (0.27~0.37) Fl & (0.38~
0.71), X FEAMN B S e 1K) 70 A R AIE, 38 Re s 2 40
B AT AT B . 45 FAESE T ApoA-T ¥ JE I,
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PD FI R I = R T AE W AR RIS, ApoA-Ti & 4 = 43
A7 F 3 0 (MK = AL B3 = 7 50 B = a0
£0), A d PD & A= KU P I 26%1%5). 7E PD & 3 IfiL ¥
Wi, 53E PD RO BR AR LE, I7E ApoA-1RIEKT- R
[%, JUFLJRTE PD fB 3% (1) L Hjleo-osl, 78 ph Bl A B AL
FAEH, W AR R Lk LK T ) ApoA-1 /K- T i, AT g
SR PD IR AR . WVTRAM SEENEE T
I BE L3 ApoA-T 17K -F, B#AIK PD [ &k 2B 1050, X
LE R 5T K B, ApoA-1 8L A 1E N PD A I {- 97 P A= ) s
BN R 2 R AR,

Apol B —FEERTH R _RHEA, 250 %
AW B R, 8 T R R B I 40 M B MR S 4H
o ZL AR AT B8 U B TR TE AR VR 2 AR A IR AT PR R
3, W PD. ¥ 5 & % 5 A1 AD ", Apol 5 Rl £ ik
P, e 5 AN U T I T AR RN IR, BT PD
B MK Apol /KF & T HE PD [y xS B ZH 274,

3 ZRMEEEE (MS)

MS & —FE i e P i E RS R .
S PR 2 WA R v [ G | R 55 T8 T 0 A R R AR
915‘@%[7510

I ApoA-THE N A2 —Ff G g% I 15 771, 7R3 4k
By G 3% PR 99 A mT DA ) Ak T 40 B = AR R 2 2 4 4
J IR 70, fH &, MS B35 IM7E ApoA-1 7K1 Ui ] 28 1k,
MATERE . £ R RO REATE T B3 41 14
A MS [ xF B2 L 76 137 B K 2% B4 MS 328 3 Fil 37
HATHEMS 323 F . 7ESFMRE U 3RS T &k
B R AR AN A o DA 1 BRI B AR R S
A3 1M 2% S BE [ | (TG)~ HDL-C. LDL-C Fl#k 5 &2 (1
ApoA-155, 13 H 4518 /& MS B35 R L H Bk 1 1y
ApoA-T 7K TRl v I A 42 22 3 A KCF, BB I 1L 3
ApoA-1 5% = AP 4 22 B (/K SFAH G o J sk A )
222 8 A KT, UK A LTS ApoA-1/K P Al RE 5 &
KA 22 Bl S B3 495 AH U7, ApoA-17E MS & 35 I i
B X — 4510 5 H AW S g B — e, A
A §) 52, A W7 IRkIE MS &3 M5 5 1) ApoA-17K
E9EMS (1% HRZH AR bE TG B 5 22 S5 (801, B A T e 81820,
4 AZEHEMZEFEWIE (amyotrophic lateral sclerosis,
ALS)

ALS & —Fh 3y KA 2B AT M OR, £ TiEsh
B2 2 0 T R s B ek 28 6 AR S B0, R AE
AT N A RREE . ALS & 4% WUl Ae & Q7
L HE 8] 2 B A0 R AR, BT R e E R R,
18 B #2580 AT AE bl 2 7 40 i X e 2 B = B O
jakisel, R B ARG IR R AR U A AT AT R 2 ALS iz
I TCF R I fa R R 2= 7

ApoB T} & 5 S AL N O N 5%, T 5 ApoB AH
FE, ApoA-T B A HLAEAL BT A 01 A 77 1A 3 —
S B O Bk I AR 45 0 AR FHESL, - ApoB/
ApoA-1 T W T JT A ¥ 5 (0 B0 fik o8 A A5 A A0 7
FE 530 K 58 R A5 A0 IR 2 3 B0RE 2 1) B0 147, RV v
JK T ApoB HT ApoB/ApoA-1 1] Bt 2> 5 S50 ik B I i
HERHG N, B Bk s AR RE AL, AATITRE W 2 R S R E
PRI, AE — IR TR IR 2 A A i A s
Y15 ALS AR KUK 9% 2 BT 78 A I, B ApoA-T
1 HDL-C, #¢ 5 ) ApoB. LDL-C. ApoB/ApoA-I Fll
LDL-C/HDL-C #5 5 ALS [ 7 3k XU AF OG5
5 HIFKF

FLGE R R — RIAL N, 1200 2 BT /N I B HA%
NI 3% 42 1 T R 5 5 3 000 ~F- 4 Rl 1 B A 00
WRINEBRARE SEAR ABYWE U FEA
o ILHFR A T A T A AR A L5 KM (Fried-
reich ataxia, FA) F1°5 #8 /N 3L 57 2K ] (spinocerebellar
ataxia, SCA)P!,

FA 52 — Pl Gt 4 [ P 10 4% P il 23R AT 1 500
FL A R PR 2 R A R frataxin ) 3205 [ (R4,
FA ()8 A T N L5 70 2 —, 1K s L a8 A% 1
FBERWE, T IE I, FA SO0 5 B R 8 LA 2 O
JULIG 0 3 S 98, T AN A2 1 8 2R 98 1A SE i), 53l
NHE T HDL A1 ApoA-1 7K~V (4 AR 5 aih afiL 2 00 L AT
O ) ZE SR T RS S IR 5% . — J5URITE e A v P2
S PR RS (R 28 M B BT W VA R AT I 5E , 5 3F FA XS
MEZH AR LG, UE SE T FA B3 9 UL ApoA-T F& 1K T
21.6% . ANSER)RZ, FA 3 1 ApoA-1 17K VA7 A8
REVEHE . 53— BRI, £ iE # R E A, X
ApoB 7E 55 1% T g /b, i oAt 31R 2R F B 5 ApoA-1 I
G B 8 22 e 1100

SCA & BLHF — KAk DA G 0 4 i 1R i 4% Ty 2ast
AL 0 7 B AN R AT PRI o & IRARRAIE 2 3R AT 14 /N il
LFR W, B S IR D e R AT A 5 B AT B RAE VHE
PRTRAMIEJE | £ 22 1AW IR 25 o ] 4o 2 2 AN R
i SE AR EEARTON, F BE /NI 3 5% 2 18 3 B (spinocere-
bellar ataxia type 3/Machado-Joseph disease, SCA3/MJD)
(10 R 973 4F I8 AN 8 56 45t ATXIN3 ZE ] |- CAG X 5K
ANRARRE, IXIE 7R W] REAFAE BAR B A . BT TR
Sz, 5 E 5 ApoE e3/e3 5 e3/e4 FE I T () B A LL, B
B e2/e3 R EE KR ER . X —RIIEH D,
ApoE2 S5 FE A (62) IAFAE IR KR FF e 2 5 1l
5 AE002 3R b FAR AT Tt 45 AR — B0 s, {H A BT 5T
F B, SCA3/MID [ K Ji W 15 ApoE ik K 284 T e ost,
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PSR AT PR A2 — PR IR N B8 B T e
A5 3R AT 1 o P A 4 A DR Mk e , i PR
1k, ND f% PR PUE . B4R H AT IR XS T ND
(A 975 TR B 9 WL AT AS B A, {HL A 393 % ND 2B 3 ik 4T
T, 0 T EFNUE A EEER . MR E
YA W R 5 R, NG PR B ND 1 B2 WA
STHRAL T IR

ApoA-T1F A HDL M) 3 B4 R 4, 5 B2 A2 s B
ok Jig/ L ] P T 25k % B2 i, W 3> HDL 2 Fh bt 3 ik 345
FEREALIETE, T2 N A B A MA R EH. CA K
B I SCERIE W 7 ADWPDLALS BL & MS 5 3 1M ik
ApoA-1 ¥R I N —BUME T B, BRI & AT A ik J LR i
22 IR AT VRSN 1) B2 W KRS TE L AR AR S . H
ApoA-T 1 = R AR 7 1, 38 7 2 5 oA s v B
bR SR G T, 2 m s W e

E v 1 P 5 i DL 14 JIE 2 1 ApoE, BXAF7E 3 Ff
AL B4R 5 5 1 E2E3 Al E4, ApoE4 J& AD fix 5 % 1) 38
& fE K IR T o BT AN [A] ApoE 3 [R 84 #5745 25 1 4= 1f
ApoE [F7K-F-AS[R], PR HETE I 2 1L 7 ApoE (1) 3R 15 & 1,
W 75 B 456 ApoE 12 R B, A g HURL I ApoE R 1A
B, XURSSHERNERE. §-SmaiRT
P99 W R 5 ApoE U B A 2%, W SCA 5 AD. 1F
SCA ', ApoE2 Z5 A 3[R (e2) HIAFTE B IA S SCA K
SEWSPERT; 7€ AD 1, AD 3% L ApoE4 25 5 [K] (e4)
) A0 26 N, 25 0, T B2 S5 R R AR K . BT U,
ApoE A AEA—F ND [ KU F 2 .

Apol fEfE T I W, 2 5 HDL 40 . Apol 1]
A L[ B 1) 02, AR IR SREFTERR . 7EAD 5 PD &
F LA, 53R AR LE, Apol K-V 7+ &, IRt Apol
A[ /£~ AD 5 PD B2 Wi i i AE ks £ . (B
ApoJ HAFTEAZ WrikE 5P (1) 1) 8, A7 5 45 & Fe A IR &
F R S, TRAMEE AN R IR Bk 2. BBk, ApoB Al
ApoA-TV %5t A A8 7E A [F] 4 4838 AT 14 2 3 7 1) A2
1o ApoB j& LDL-C M 3 B4 gl ik 7, HAEF LR AT
PRI HH A FH LT 5 ApoA-TAH %

I A 0 b B AE R 8 AT P 0 1 2
Wr, B RE T & RGN A BE AR 34 . i3 e
EARE - IBEN R EDEEY, CERIHE —
SE (18 AT 5. {H ND 5 [R5 4%, DL — 288 A 1E
RkR EYIAT S 6T TS TN . a0 AT 2 4R
T K E 5 ND H < i iE A 2 & A, W AR
(BRRLAAR) FHOC | 2 0E G 2 AH G R 2878 FRAH G I B
A IE I 2 AR A AL 4, 3E4T ND (152 W R A
JT VPN, B B B 4 R T 45 1

13 TTEK: 5K 75 1153 SCRAS 3R SCHR [ 132 M1 SC 5 88 5 25
TAE; F R R 15 3 B IR I SR B S T .
B AT 2 o R
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