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Research progress on the correlation between APOE gene polymorphism and

glycolipid metabolic disorders

LIU Xue"?, OU Minglin'*
(1.Central Laboratory, the Second Affiliated Hospital of Guilin Medical University , Guilin 541199 , China;
2. Guangxi Key Laboratory of Metabolic Remodeling and Intelligent Medical Engineering
for Chronic Diseases, Guilin 541199, China)

Abstract  Glycolipid metabolic disorders ( GLMD ) is a complex metabolic disorder characterized by abnormal
metabolism of sugars and lipids, often accompanied by damage to multiple target organs. With the global GLMD
incidence rate rising year by year, the need for early and effective intervention is also increasingly prominent.
Apolipoprotein E ( APOE) plays a crucial role in lipid metabolism and is closely related to the occurrence and
development of GLMD. This article aims to explore the pathogenesis of GLMD in depth, with a particular focus on the
genetic basis of APOE gene polymorphism. It elaborates on the intrinsic relationship and mechanism between APOE
gene polymorphism and GLMD, and further explores how to use this relationship to predict and diagnose GLMD. The goal
is to provide a more comprehensive and in-depth understanding for the prevention, diagnosis, and treatment of GLMD.
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BE G A 38 5 ( glycolipid metabolic disorders,
GLMD) & —Fh & 2 B AR B , ik S Bl A Jo
AR AL , 323008 Rl IR RS MR 2 N R
USRI (17 32V 2 - S R S R B 1 N 1 g
Fs R E ARAS PR T A0 30 K ok A A A 1 O 10
PR BB ILALIF AT Z P S HiAt
I RAE 3k B P Z [A]3 n] BEAH LR, 3 B0™ H Y
R A R

1 BERERBRENRITRE

BEE N2 AR TG K- B AN W 8 &, GLMD 19 & i
Rz bk, W48 HATAHCE IR ST, 2 akoiE iR
7% ( diabetes mellitus, DM) & 3.66 ¢ NEVE: 7
[ DM B A 11,2260 LA M AE 55 8
HN35.6 0, LR AR 27.5 2, L U PO
( cardiovascular disease, CVD) FLAH ANBE A 3.3 12, H:
H161% 1 CVD J&f sk ek CVD FFEL
R EAA L 50 % BRI 20 % 1 L3 T A AFE
T, A A AR A SR 2 E R,
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iR I R

2 HERAERIREEES
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lipoprotein, VLDL) JEfFE & & A TG WIEEH, 5
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3 APOE Z&HMMEAFEEM
31 APOE ERMEHEEMER

APOE & —Fp EAT W SE M 19 88 11 0T, L3 PR A it
o FLEh ) B PRt S B T2 A Y . APOR
S 17 5T 1 S i 1Y) QB AR 1 T, H S MR A O
1 N Ui Al C S 2 a3k LA K B AT] 22 (] A4 4 3 6 3 T e
A XFNE SRR A A5 R SR R AR B FERR BTis
it R PR B BEAMER

APOE B &A 299 MR, 7 T 19 S 444
IR q13.2 . APOE JERA 2 NAITRRZ
5 (rs 429358 Fl rs7412) , 23 BIAE 112 F1 158 1%
AL EPAE T 5 C BB AR  TE AL 3 A~ J
Ve B2 E3 A1 E4, 78 B R AR 1 A5R 24 Ry
8% . 7T7T% M 15% ™ fE HATH A& > 5
E3 S50 3 HAH b, E2 45 3k R H e Oy 2
GLMD F4 {5 47 25 A5 1 B4 45 47 35 PR I 4 Ay 2
GLMD myfaka A% .
32 APOE EHMHA LM

APOE JERA 5 3 P 561, 1 $L 4557 JE K DA
ANFEPHA T AT LIE K 6 FpakF A A1 APOE2
RALARL (E2/E2 Fl E2/E3) ,APOE3 B 4= I ( E2/FE4
1 E3/E3) LA J APOE4 28748 R (E3/E4 1 E4/E4)
TS I DRI AR X6 R 5 3 A P o R 2 S B
B XY APOE2 WV AUAE X AN 5 B AR
— PR RIS M L Z T, APOE3 S BUAYTE 112
P S 1A e R AR EL, M 7E 158 o7 i b )&
1 SRR, 2T APOE4 W B B 78 W7 5
EHEE AR AR SR
FIE 23X APOE [ 25 #4) 1 EEL faf 7 AE b 25 5% i) |,
ik s LR R RE

APOE 2225 P76 S YN A1 RKC U 19 40 A1 A 45 BH S 1)
REAUBE R | e R T HBIX , APOE4 (1) 56 K RUAH X 45 /1>
(—M2/NF 10%) , TAEJLHE, APOE4 114 5 [K AU 1
BRI RS A (AT LR E] 25 %) L BUARTI R, M
F AL, APOE4 JE R R 5 2 [ Thia

4 APOE ZiSMSHERERBRAIIX R
4.1 APOE BME SR HHI KB
DM J& i I 3 AL 2R, £ 2R B 7 1

B X0 T RIS 2 s/ E 2 i S 300
FREL 0 5 MRRS S XA N 24 R e iU 3, A
51 & —FRIN = ERIEAIE . 33X 28I A E A Ml
SR I By A A R A R ) JEC O B (B RN A T T
o, P, DM YR B2 K A 067 A B R O
AT LA DS GENA  2E JE , R AT O A 1) XK

SR 2R B A5 7] FIA A APOE 2845
DM Z[H] 5= B 8 (A C 1 (BT 38 o i o 4R
th B2 A5 A7 5 KA RE HG I AR 2 BB PR (type 2
diabetes mellitus, T2DM ) 1 XU B, 17 KLEN 2512 fff
FAREW], H57 B4 S50 5K ANHE A ) % 2
T2DM HYFEM , X Fh 22 PR s 58 0 1 58 T APOE
ZABME DM X RTFIRAMISE . & T ApoE £
SYES DM JF R IE I OC &, S ATHT IS i R AT —
#4515, SRIROJNOPKUN' P 4 hff 55 45 R0 B4 %5
PLHE R I A BEME T T2DM 55 2 0 JUE A 35 1 5
BA T, FH,EI-LEBEDY %5 UK | E4 %54
KI5 T2DM B H O I 48 5 & 0E 22 [B] A7 7R 20 7 DG HK
PRI 3 — U ATy e i — IR AR .

4.2 APOE 3550 IE BRI KBS 1

CVD i T — FR IR A TE O ME | 3l bk A ok 55
38 RGP, 1 W5 0o | v LR o0 77 308
NG I | B B Ak D B0 6 A ik SR
X N S 114 ft o i ™ A, 7 R IBCRR AR 194 5
FITETT HE it S 44700 1l A5 fg 5

AHEHESE 2 45 L W] APOE 7 2£ K 5 CVD
Z AR 3 A OCH M, LA 5, APOE4 45 BE 1A
PR CVD B FE R 2R T APOE2 45 37 i A ) Xof
CVD B BARPER,

TE—TXS 1 500 244 HARSE T2 E HEAT I A
WF5E v e B B APOE4 4537 5 R 4 /4> 44 T 1
G 8000 HYFE T MKUBG . X — 45 SR — 2D 5k
APOE4 S50 5 [R5 .0 IS S 4735 FE T XU =2 1] 1 5
WHLR , AFROZE 2570 % 5a A K IR A TR 98 &
I, APOE4 S5 5L A A7 i 2 1 hn 1 /A CVD 1Y
XK. ABYADEH %8 BF 53 45 J 6 W, #57 APOE4
SRR N REA e I P AU 1S i, R (A5
KRR, X — A TE WM AT I
4.3 APOE B MERERXEKS

APOE 33X — JCHE 19 85 15T, F2 BEAE I IE &
EHA MRS SR, 7 L5 CM HDL  LDL FI
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VLDL 4[58 H R & 45 G, WA R #E R BT 1Y %12
R, MR 5 R, APOE A5 £
FhIfiL A K S, 4945 TC . TG .HDL LDL A1 VLDL, DA &
ILHE S B XU A 5 3 DD R SRl 31X — & BT IR
gt o A AR SR It S5 A 2 R AL LA B
Bl H.,

DAS %% B¢ %k M1, APOE4 %& [H #5 47 & 1Y
VLDL TG K& TC /K5, WU 45" %} T2DM ¥
AIRFFEH & B, APOE2 % K #7417 & 9 TC Al LDL /K
I T APOE4 JE R 4 &, e X e oKk
IR A XL 0 7 S8 TR A 5> & PR, I e 4
APOE4 KK (1) Fi 38 HAR DY LDL AN TC B v B 353 s
i, EI-LEBEDY %5 7541 % /4 BE F T2DM M % (1)
5T & B, APOE4 JE K [ #8545 & o LDL 7K - 5F
¥, 11 HDL 7K B A

5 APOE ZEMESHERRAIERRIVLIEIERIT
5.1 APOE &M WERRENEESS FHLH

APOE BERAE NEZ AR E iz 3R55 e
FE JBLADE | R 4, X S 2R B AR RS
ZXRHEBEMEM, RS 5B EEER,
APOE f#7£F CM LDL }2 VLDL 1 5 445 AR fg
-y LA AR, LA, APOE i85 52t A4
KRB S R, X i 28 3R G0 ) R At 4 2 5 AN T
ZTER

APOE JEPH iy 07 5728748, T AN W) 114 5 47 3 P
(APOE2 APOE3 APOE4) , iXSE85{ SER7EL5H |
A B M 220, L S 2R 25 G PEAR R, X &
FhEE A RS2 R K SE AR A, APOE4 3 A%} LDL %%
A (LDLR ) F Rk 0 25 A AT, (o A5 0k o8 25 ) 3 Ui
EE PSRN TC TR, SR, X A
IR 388 Jin 2 floh 2% JFF IO 9 2 A5t 080 ML, 5 B8O e 4
MU Y LDL 32 M & 3808 20, T AR LDL () $%
B, X FhETT 1S VLDL B4 5 51k LDL, TC Ay
BRI, e 2530 TC F1 LDL By 7K F E s
APOE4 11 = 35 F1 ) {8175 & 78 I J0E 2% 17 58 58 A A5 i b
% VLDL, {HiX Fig 25 A iEiR VDL N fk, S5t
JE RS B 6 L Y %, APOE2 FT APOE3 % HDL J&& 31
B A TR E, 24 LDL 7K W3 FR AR, P
X} VLDL i 48 Bl 2= AH i 2>, I, B APOE2
AU N3k ELAT IR LDL 7K

AR

APOE 3 K £ 25 % X GLMD H 1R K 5 i,
APOE4 JE[H & GLMD &35 Y& 6 A &, T APOE2
FHA GLMD Ji B E R R 2
5.2 APOE ZMSREMEUNHX R

I FE R 5 R B, APOE4 2 5 1y % 1) 3
PRI 1 R T 58 AR B SR A R, (7S APOE4 T i) B
B SRR R R R T IR, P B N A
HHETFN APOE3 JE[H |

DAY B2 200 A 95 e S5 I 4 R A 1) S R
FUU A M T AR R A 23 43 W - APOE , 3 Rl
Yy I3 RE A0 T 0 A R BR 41 1 AR T I 7 2 A
o 1R — S A A B A T B
Wi, APOE J5 JRI3E o 410 i B B 7 1 3 s Sk R 45 Y
Bz A0 R A4 Ak , 32 T 0T 98 RE AH OGS 7= A= 5 e, B
KI5, APOE2 I APOE3 J: K 532 (R Ay 45 & 200
— SRR , DR AT - 12 40 6 7 65 B 1) 280 e
BB, BRI, APOE4 JE PR )2 il 55 53 R S
SEEAAE IR

TPSEN %5 U2 B30 W0 A 1 JF 9 £ 3 1 BT 9 45
S R TR 38 5 2338 1o 375 5 A0 0 AR 0 A
JOFs A% A0 G E R L 1T TACONO 25020 55f 5 00 G S8
HHOHE ST 45 B R, APOES JE X Y 48 4 % A8 T
APOE2 [ APOE3 J A #5725, X Sl A B % S
SRR TEAR S 2 AR
5.3 APOE ZHMEMEERERPHBEEMBES
EIEA

FASC R 78 45 36 W, AN [A) b [X | AS [ o
APOE Y4507 3 KA R TR, s 2e AR (e ] g 23 545
PSS R ZAH G, b g4k B W RE UM AR
S IBAE  (H X R R BT 58 H 25 L1 IR T 2 A A e 52 11
SEPR R X — R IRy — 25 H i 5L 5 IR B A B
VERIM S 2 R R It SRR |

APOE 3 P A A 2 A 5% 25k PR - 45 52 B4R AR
LT AEASE Y % Al A 0 O =, AL S AR IR R
B IAIARE 855, AR T RE M APOE 225X g
JoR B R T 7 A R AR

CRELIA %5 B 5% 25 5 2 0, TR0 fE 95 8 15
APOE % [ £ & £ % LDL /K F 7= 4= 0y 5% Wi,
KAZANTSEVA %5 S4TI9 — 006 5 6 A5 i, B /K
250 BRI R AR LB B T R A AR, L APOE2
KRB A B T EGE AT ARE S, X — & B8
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B, R Y FIT APOE 3[R 22 25 M 0 B 14 A 4 1
FIRZ (AR B RS20 A 52 AN TR A
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