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Advances in the role of lipid metabolism gene variants in the
pathogenesis and personalized management of hyperlipidemic
acute pancreatitis
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Xiangya Hospital, Central South University, Changsha 410008, China)

Abstract Hyperlipidemic acute pancreatitis (HLAP) is triggered by severe disturbances in lipid metabolism,
progresses rapidly, and is associated with a high risk of complications. Its pathogenesis involves multiple
mechanisms, including chylomicron accumulation and free fatty acid toxicity, activation of inflammatory
pathways, and disruption of intracellular calcium homeostasis. Recent studies have shown that
polymorphisms in lipid metabolism-related genes can influence HLAP susceptibility, disease severity,
and lipid-lowering drug efficacy by regulating lipoprotein metabolism, fatty acid oxidation, and
inflammatory responses. This article systematically reviews the associations between major lipid

metabolism gene polymorphisms and HLAP/hypertriglyceridemia, gene-gene and gene-environment
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interactions, and the potential impact of these polymorphisms on the therapeutic responses to fibrates,

statins, and PCSK9 inhibitors. It also discusses the current status and challenges of genotype-based

individualized prevention and treatment strategies, aiming to provide a theoretical basis and future

directions for precision screening and personalized management of HLAP.
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i B O AE Y 2 PE B IR R (hyperlipidemic acute
pancreatitis, HLAP) J&— e 5k 28 Y 1) 2 JB IR
(acute pancreatitis, AP), HIZWriGHEFRIE RS . IHiE
PR B3 B b A5 DL TR, OF DL I H il =
s (wriglyceride, TG) 7K i 3 Ft & b 2 0 RFAE
(TG=11.3 mmol/L, ¥ 5.65~11.30 mmol/L £ Ifil 1 F| &
TR B PE ) Mo B e R A Oy A 22 A, K
[l HLAP (9 &5 R B IR 2L ETHE o SO A7 i
PR R, HLAP B ORI RS A OCHE R IR %, Al
N AP R IR RS R, 5y R Oy AT R
Ji% 58 TN 22 s B DI RE A, 9 AT AR HLR W CHE &
PUAE R AL H 0 HHT HLAP 200 BIL I A9 BI85
L g Buadk 28 . AR . ST I B 4 AR 5 £
PIRAEHT, K HLAP #9493 AL it A 52 4 B B
B AR Z 05 107 BR AR L I 2 25 P 72 HLAP & A vh
B OCHEAE PO A SO SR BR AR A G I 2 28
P 5 HLAP B 8k K B BRI I7 S 4 56 7/ M B T -
JEINBRBEAE AR HLAP VR R, & £ 09 HLAP 1
R TR S AR AR T St 57

1 BEREERZSESHAPREX R

1.1 #if§ZE 8 A5(apolipoprotein A5, APOA5) & &

M

APOAS 3£ [ /E i APOA1/C3/A4/AS % X #% 1)
LR R, AT AN S E KK E 23 KX
(11q23.3) o LD 9 5 00 25 17 W) 818 2 F1 A-V
(apolipoprotein A-V, ApoA-V ) 7E g FAC I #5 oh &
EOCHEE N, Hoam ok BN R A R b g
(lipoprotein lipase, LPL) {2 JF TG JK f# R 1 3m A iz
BRI IR , 0 A RO IR I 2 TG W T R AT
FEUESE, APOAS 3E N 22 255 5 v H il = 8 1L
(hypertriglyceridemia, HTG) ™ J&BE K AR 38 25 &
RN PG A A A, Hoh 24 A IR
Z A 45 (single nucleotide polymorphisms, SNP) B

Bl UE S ] g 2 R HTG HRg KU 1190

Vrablik 251158 2 555 (91 % BB B 5% (209 5] HTG £
H ovs. 379 B IEH TG X I 4381 T APOAS 3£ A 3 4~
SNP i 5 (13964184, rs662799 . 1s3135506) W4y 4
FRAE, 255 0 7R X 3 A7 5 I IR B SF A SR 1 5
HTG XU @ 2 A ¢ (P<0.000 1), Hirh 15964184 fif
SRR RN B3 (P<1x107) . He ZE5T0) % PR
APOAS ¢.553G>T Z A8 VEAFTE LBl 22 = v, WA
BE 0. 553T 55 A3r 5 R 45 4l 5 19 HTG & 9 XU b 2%
B (OR=3.55, 95% CI=2.46~5.13), HiZ v S 1E
ARFEANBEF MG TCKFFEREZR. LT
APOAS5 152075291 % 751, Qian 25UV 3 25 25 70 #r
WESEH TEE N5 TG KT+ 5% . 5 A w5
1 E R I ARE R KB, APOAS rs651821 {3 55, ()
C 45 3 RIS AE HLAP (8 3% mh W 35 0 Rk st
R RERLT CC 3 AL #5717 1 HLAP & 9 KU 3k
8217 4%, H 5 TG/ R H 1 B LA S 25 i il 4k 7K -
SEARSEN YA I 3 2R R T s B
KK TP REEA R A FIEE, ’AIEI APOAS
A 2 A AEAS TR CHE T (9 53 A5 R AiE S 3L 5 HLAP
() CBC ML, [R) A, 7 TR 36 PR — 36 PR R 3 PR - 3R
B2 HAE BB SE, A HLAP A4S 1 57 74 2 418 1 8
WA -
1.2 #BEE B C2(apolipoprotein C2,APOC2) & &

APOC2 S HE N T A9 5 Qe iR KA 13 X
(19q13.32) , HE M MW E A R KR E A C-I
(apolipoprotein C-11, ApoC-11) J& LPL [ 3¢ g ffi [Xl
T TENRACH T, ApoC-ILil it 45 & LPL X & & TG
MINE 1 (DL BE ok A IR BEE IR B 1), fie ik
LPL 4 22 2 i 85 11 28 18 JF 00 0 AR A 05 4, DT 3K
BTG K i, X — ik 0k A B 0 3K R R R A B O
i

LW EW, APOC2 3N 248 7 5 TG /K F 57
Tt B HLAP (1 & AR B V1A G . APOC2 ) g 6t I
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F W R E B HTG (TG>11.3 mmol/L)
SRR R R G0 M 3L ORI 25 A AiE
e — R L s AL AR e, R R M R B
I 5 L BE SWORL A TG KT Y S % T, Hw IR 2
90% 5 LPLYEHASH G, D43 Al H APOC2 55 5
g 78 5158, UE S APOC2 M) g B B 2 5 8™ &
HTG i) 8 2 i PR 22 — PO — 3l PRAFF 72 il T 5%
AP R R 2 KO S K R R
B R EAE, SR A B on H TG KRS m T
33.9 mmol/L, JIig [ fili 8 i 700 U/L, 3[R0 % PR
% E APOC2 FE G =4 i FAATE 4 B B = AR
(e.133_134delTC) , HH R FEIBH LK EMIRE
A, X RS E ApoC-IIEE (T e 58 23 2%
BN S S 0% B E I 2 KA HLAP 1) 3 28t % A
. ETHAMR, RITLUE N APOC2 EH £
SMHEHLAP R A KT RE RN, £k
B K % b A 3 PR A AR S e — g AR P
TERBEATARSY , JF 3 — 2B WF 58 APOC2 3L IR 2 25 1%
5 HLAP 19 1582 B I & i ALl

1.3 #AEE A C3(apolipoprotein C3,APOC3) & &

M

# JE % 11 C-II1 (apolipoprotein C-IIT, ApoC-1III )
H APOC3 K g i, 2 I 15 TG AR Y 5 B i 455 A
F, HIE R ] LPL f b T 1 2D L BE ORI
K% E R #E H (very low density lipoproteins ,  VLDL)
(9 43 fif . [) Bsf BEL A I R A2 /& (40 LDL 32 1R %) 4v
SR I, JE 92 FLE SR BR R B2 VLDL AR
WG B AN, ApoC-IIIiA AJ 4 #E BT JIE VLDL A9 &
RS o, E— A i 3% TG i far . APOC3 FE A
() D) RE 3R A5 M 28 A8 AT 3 30 ApoC-TITd i £ ik, 51 &
U E OHTG, BN ¥ & HLAP B B 5 i 15 5 I«
PR,

5 TKFEZ 0, APOC3 3E R Y £ 25 v vl i
it Z2 iR AR T TG A, 4 el i P A SR
ROR L S mRNA 456 B2 1 sl B 35 0 4 DA R 3L
BE R AR EY, — WA T £ 05T
Meta 73 B> IE SE 467 T 3" AE BH IR X () Sst T Z S
HTG XU i 2405 (P<0.000 01), %A% 5B G4
B[R AT g 3 2ok B2 8 mRNA 25 14 2k 35 i ApoC-II Y &
kb, ALY LPL W& PRI A H L 51E 2 TG
K58 Th i o AE = E L CHE O R Y — 3 ]
XFRRAIESE (135 1] HTG fE 34 vs. 178 5] 1E & %f He ) 1)
WR, APOC3-482C>TF Sst 12 854E 5 HTG & 42 K
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B 3 A OC, JL LR T 2 B O 1.831 (95% Cl=

1.095~3.060, P=0.02) F11.812 (95% CI=1.031~3.183,

P=0.04) . TEHLHIJZ T, APOC3 K R i1 D) A 14 58 7%

25 ] T BAPOC-IE JE 20K, X B 8 H Al i o 4]

il LPL 75 14 5 | A L 88 f40RL Al VLDL 75 1l 3¢ v K 6 HE

H, R R s A 2 AR N B Tl K R B A R R

R, BRSO & B IR W PR (free fatty acid,

FFA) ]38 535 3805 Toll BE A2 1 4 (toll-like receptor 4,

TLR4) /8 ££ 4 1k ¥ 88 (Inyeloid differentiation

primary response 88, MyD88) /#% [ ¥~ kB (nuclear

factor kB, NF-kB) 1§ 5%, FUHEMBEIRIER T o

(tumor necrosis factor o, TNF-a) . AN Z 6

(interleukin 6, TL-6) AFfiE 4 [N 7Rk, [ 75

T SR A T BE B A A PN ST I RN 98, O aE A O R

TR 45 G 5 AL M S 32 1K 85 11 3 (nucleotide-

binding oligomerization domain-like receptor protein 3,

NLRP3) SAE/MA, FEiE1: e 2 R KA R MR A 11l 1

(cysteine aspartic acid protease 1, caspase-1) I )

F 4/ & 18 (interleukin 18, IL-18) MBIk,

S (5 o e JBR R A A B A Bl W S g i — A IR S

1 F K APOC3 9 %% 5 R /I BRUAE WY ek 3% 5 5 19 AP X

T rp S B R T ARG B IR 2 S 4 R AE e

B0 HARAE SR A RN (AN IL-6, TNF-o) FY

FIRAKFRE L. X — KR APOC3 5 [ %

715 W] R 38 2o ZE R 5 TG bR S R0 R JR 8 4 AE S I L

AL AL HLAP By L . 2R M, H AT SC T APOC3

B[N Z A1k HLAP B4 S IR ) BIF 7 IE 48 47 2 A skt

Z, WA FEZE P TCK R, R

o T R R MR AT, LA Bl APOC3 2 X

Z 515 HLAP &% Z R Il V1 OC & .

1.4 #;PBE%E 8 E (apolipoprotein E, APOE) £ H %
S
APOEFEHGENL T AN 19 5 YL (AR 13 [X 247

(19q13.2), HIEHEE FAFAE e2. e3 1 o4 =it i

PEAENLIEIN, b, 3SR e a5 1 £3/3

B PR R TR RE v 20 AT R o Ak TR B Y AR

g5 M E (apolipoprotein E, ApoE) J& 1k % & g &

M sz K (low—density lipoprotein receptor, LDL-R) i

IG5 BE MR 3 A2 AR FH G B 1 1 (LDL receptor-related

protein 1, LRP1) YA, 45 %L BE MOk A1 VLDL

Ko B8R Y BT UE £ B, AR 1 2% TG AR [ I Ay

THEREY,

KA R WM T APOE &3/e 3815 F MK,
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ed S5V 3 DRI 3 A A R B G I ]
(total cholesterol, TC) . TG LA K K% & A & 1 A &
P2 (low-density lipoprotein cholesterol, LDL-C) 7K~ ;
1M &2 #5747 4 W) 522 B AH B 19 g o 3 R i, TC A
LDL-C ¥ J3 AH X AR A op [ N I8 M HTG B %
BER T, X G 250 % Bl APOE £2 %5 {3 3k R 5 1 75
TG 7K F F+ 5 B LDL-C 7K F B& AR & 25 A0 56, W) B
ApoE/ApoCHI L {H B T % 7] fig J& 5 3 HTG [ 35 TG 7
IR TELER 2 — . — TGN A 784 Bl F B AP
KB TR D8 BA B B 5O I R HLAP £ 35 B A o
APOE 4 %5 JE R 28 55 1K 28% , I 25 8 i o [ 3%
W ARERFEHEKFE (10%~15% ), H AL 50%HLAP &
BRIN e3/e3BF =AY, B AR KL R R 43 A B 0 S
Hardy-Weinberg S IS, #2278 APOE o4 45 i &
PR AT B o P AR AR 3 T i HLAP (% %)
M . AROR MBI 5 T L — 25 B APOE SEH 2 3%
PES HLAP (56 &, WR AR H 52 i i AR i B4k
HLEL, FEFFRR R . Zd . mmrsr, DU & aF
FE 2 J 04 38 3k M RN AT S

1.5 LPLEEZZEM

LPLSE R E AT NS5 8 5 Yt R S R 1y 22 X
(8p22), H it ny LPL £ A TR A4, 8%
LA LG 6 40 00055 9 Bz 40 M 3R i, Ol G 25 A
JIg #6100k (4n 2L BE ok AN VILDL) i 46 TG 11 7K
fife, DT AE B AR R HEAZ O AE o LPL R
PR TG AR, 6 ] g AR p R R AR AL, s
AU R A S AR, SRR AL AR R S A
AR,

LPL I fig il [ 5 250 3L B8 f0kz F1 VLDL /K fif it
5, H EBUS B A FRA AT 58 i B 1 40 M 25 1
5 e A IR AT B A 28 R E T K A 22 T A AR ik & e R
R o FFA A] R AR AR v 20 A AR e 2 1, 15 S 0E M
fitf S RE s I A 3 A ORGP I 32 1 407120
(G protein-coupled receptor 40/120, GPR40/GPR120)
K Wk iF 32 A& B {3 38 i (transient receptor potential
channel, TRPC), 5| &% BIEEGAE 2, JF Mm% 45
MM AR 1 O ol R T DR AR AR AL, R SR A
BRI At AR S0 Al S W R 5 & AR R
JHEEAE AP, D AL 2000 il e AR K B FRA AT
i 7% NLRP3/caspase-1 3 [, {2 3F IL-18 B, T
S RE IR BN, i R R AR A K s L 2
WFSEUESE , LPLFER 2 25 0E 5 1l 3K TG K 75 &
HLAP & 95 KBS A7 78 5k 3 0G0k o b [ 2R g b XA B

WF 28 B0 PE W n B, HLAP & % v LPL 5 W AR B 46
K 1481%, B F & F o R4, HoA4

15371282890 1 35, GC 3 PH U #5445 35 % /& HLAP 119 X
B T CC R AR (OR=2.843, 95% CI=
1.932~4.184) , HIZFEHH 5 TC | TG K AE & % i
£ 1 JJH 5 B (non-high-density lipoprotein cholesterol ,
non-HDL-C) 7KV Fb &5 i 3 AH O o R 2 i A HE AT 52
W %30, LPL HindIIl 2 35 VE W) H+55 057 e 2 H+/H+
FE R RN S 5 PR AR IR R R 98 (A28 HLAP) X
B A SEE2 S WAl S447X AR S RS AL . IR TS
SN R F ARG, T e.644G>A (p.Gly215GIu) “F 4
BERE R i 43 A 5% 5 HLAP By PR A7 18 3%
FEIET L SERRGE 1 . 42G>A Fl ¢.835C>G H 4 A+
GRS R EUYE HTG ME BRI R . R
NS — 25 45 7R, 47 Hind I H2H2 & [ A4 (1)
HLAP £ % Il 74 TG #1 ApoE KV B3 TH s, Hix%
{7 B PR A AE HTG AHE Hh W] 38 & o AROR B 0F 52
e Bt — Y KA R, AR LPLEE N 28 M
5 HAb PR M A EAERT, DA RCAE A [ o AN
H A A L, S HLAP () WS AR 7 4R 4 o
U
16 BEHEHINEEESEEREQSES

B 1 (glycosylphosphatidylinositol anchored

high-density lipoprotein binding protein 1,

GPIHBP1) EE &4

GPIHBPI J: R 78 0 T N5 8 5 e (B (R K 24
DX, 3% DR TE B 4 I P R A B rh R S e AR A
H 5% 7= 9 GPIHBP AR} LPL B 43 T R-AR, 7 1 2%
TG 7K fiff 2k T v 47 i OB AR (5 . % B 1 D RB R T
FEOEMIEA AL, W E BN HTG M AH OC
HR 9 19 & g IR 1T

LI 5 #7~ T GPIHBPI 3: 1K £ 51 5 TG /K
S K HLAP () ¥ 7E 28K . GPIHBPI 15142861814 13 15,
SRR, AAFEDIUAE AR R DL, AN [
PRI TG YR BEEAFAE B35 22 5. GG RY[ (2.057 =
0.964 7) mmol/L], AG#I[ (3.408 + 1.673) mmol/L]Fll
AA T (1.928 £1.274) mmol/L], Hrp AGFE [H 7Y 4
W TG K P o o PRI B s, &tk AG
BRI BUAS R (9 TG Ve B2 1 35 5 T HA LA A, 48R
%3 DR AT B Lo M HTG B s GBI & . kT
J8 81 T IX. GPIHBPI g.-469G>A % 75 VE B #F 53149 % BIL
ZA% S B HTG (TG=2.0 mmol/L) 1Y & ik K
W, 2B FMaia 10 E 2500 1.67 (P=0.025)
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5 34 45

570 (P=0.004), H 4% 515 LPLYIRE Bk K 5%
ARSEAE W), R TG KUBS 5 B B[] 4 58 2L N (OR=
7.30, P<0.001) . A C 3h ¥ S8 6 5T kB,
GPIHBPI @ B ] S B & H b = B 0 I8 & A
(triglyceride-rich lipoproteins , TRL) fXifffefig, .2t
I 107 it 7K fige J R TS 1) K A FFA AT 8 3ok 375 S Jige R e
0 2 i 4% A 48R L (R T RE B 05 42 S 040 MO A
P o nlaE g A b v ORE 40 I TS M 0 (reactive
oxygen species, ROS) Az 1L Al R AE =11 45 2 Fh ik 12
T Ja) R i Jm S B 4 B SR AE SR GPIHBPT 3 [N i
B/ BRI 2 TG B % T i, 15 B U HLAP )5, H
VE A Tl M R, R BB A, ] PR A
it 453 43 45 JF K REPY . SR GPIHBPT 5& H 2 35 PETE
A [) b R0 L DCON B R B 0 A T REAEAE 25 5. HL
5 HLAP HEAM G R N B =, KRR BB 5E 0 %
TE 2 TR BE AR oh 7 AR AS & F 58 GPIHBPT [N 2
AVES HLAP /Y B3 QI TR AR 50 252 Wi HLAP

KR I BAR ST T AL
Z I, APOA5. APOC2. APOC3. APOE,

LPL. GPIHBPI %5 i it 5% Wi L )58 SOR: AC 38 . LPL i
P Ui B R R R S R AE A Tl B S AL R B
HLAP [ S A= S kg (151 1)

| e
APOAS ,APOC2,APOC3 ,APOE ,LPL, GPIHBP1 YJfEfIf; |
v
| CM, VLDL K i | |
v
| 611
Y
| FFA T
|
v 7 7 7
FAERE AR 5 R 2K G NLRP3/ | | #4075 TLR4/NFkB
Caspase-1
v Y v Y
MR AR T | | R D A TS 1k -1 1 TNF-a,1L-6 T
—[HRAR [ B

| HLAP K& 1 |

1 FERERFERSHLAP ZEHHITE
Figure 1

Schematic diagram of the major lipid metabolism
genes involved in the pathogenesis of HLAP

http://www.zpwz.net

2 HE-EFRMEXTEEAESEHLAPXAE
RE

AR SR Z A5 #8 m THR AR A S L £ 25
PE 5 HLAP Z [8] () OBk, Hrp JE R - 56 R 22 B /R
(gene-gene interaction, GGI) F13E - HEAEH
(gene-environment interaction, GEI) #¥ {IF 52 J2 8 445 %<
oy EAE R BN &K
2.1 GGl

Sun P E AR L MR (80~109 %, n=
372) 5o FAEXTRA (20~58 2, n=340) 17T
CETP V 155882 ¢ APOE rs429358 . rs7412 o j5 fy i
WSS, SiREBUUERKRE LA,
CETP V72 % 5 HTG £ 75 W 3 Ph 57 AH Gk, mOAR
APOE4 Z SR AE IR Ik ge it 22 W M, HHE
A RE S CETP V= A28 BN, FE[E 80 HTG 1% &
o KRS o — T 9 151 Xk BB BIF 9T 2NN AT 96 i)
HTG B3, [FAFg4 A 225 4 8 & HTG #  1fi PE 5
g R E AR TR, SR A st AR S T R DU H B
FER AL, Ifis FH £ 48 & Logistic [A1 )3 B 7Y 3£ 3k
PRI - SR AU OCHE , WF9% | IIIESE, 4 APOA5-1131C
i HE N 5 APOE 78 S R RHAE AR I, ] 7= A B 2 )
PRI RN, i HTG KBS R Fs 8 T X — & B
7R T APOAS Il APOE FE X Z2 25 M%) 5 B HTG (il
I TG=10 mmol/L) WY FZ M , Ry HTG 7 & A HF 1Y 5t
e XU, VAl A M T 0 5 W 1 1) B2 it 1 o
WHEAL .
2.2 GEI

— T X6 22 35 TR B ) 35009 14 BIL ) R E 5
7% B4 AR ] B 247 APOAS ¢.553G>T (152075291 )
HLPL ¢.756T>G W24 A 288 i, KA Bkl (FF
ZE204E DL ) SxhnIRipg BTG = AL, iRk OR =
TR AT RE B35 & ™ H Y HLAP & 1E . Park 6P JF
Ji& 1 R R AS AT 8 2 98 & B APOAS 15662799 Fil
152266788 IR %2 55 KL PR 45 4 & AR HTG 19 XU i
VG, AEX G R BE 4 i) ik 2 1.86 AT 151, HaX Fh
WAL BN AFEPE S 22 5, B3 MRS 3 1Y TG i
JEE B (P<0.01), F¢EmREER L (s
HEBE b <15% H K AL G W =72% ) B85 1 A A 2
(<500 mg/d) 2314 58 3 6 356 PR AR 5 5% 1 A 19 AN R 5%
M, A TG /K % 4k TH 5 18.4%~23.6% (P<0.01) ;
[ D S K @ N = R ER e K W A e <
TG ¥ ¥ — 2 7} 0.38~0.42 mmol/L. (P<0.01), i
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S IR R O6) astA% S I ON B 04 1l R R 2 A W
[ 70 B ZL N o Oliva %1% 3 APOAS 55 3 A1 g 7 h
1) CpG & LA 5 —1131T>C . SIOW Fll 724C>G £ 75
PEUREAE T, W35 39 0 AR HTG /) 5 &, 8 7
TR 23 1S R WAL 1B i 75 HTG A& i Hh i Bk
HIHEALE . KRRV R T H SR 2 ST
AN [) PR 5E 7% 68 S50 T Ry R AV LA, DL KOG
AR5 38 B rh 2 A s AL AR S R B R VE AL, i —
Aol HLAP XU T30 458 0 1) g . AN A Ak 7 3 5 s
14 1 2 A4 5 1wl

3 EEAZEMXYIERRT AT

3.1 DHFRZY

DURRZ 2y CandE s DURE ) i ad s o |k
Yy it 1A 15 58 W) BTS2 K o (peroxisome proliferator-
activated receptor «, PPAR« ) I LPL 36 35 312 o
VLDL 443 fit {035, & HLAP % F&AIK TG A9 A% 0 25
YWz —. ZWHESE CUESE LPL, APOC3 %5 JE AR i A&
K ) 2 25 7F 5 HLAP 19 55 J8M: I TG K1 1 2 40 ¢
HAC M =4 LPL . ApoC-TIT & L 45 28 25 9y 3 ok 3035
PPAR o 8 5 TRL /K fiff i J% 0 4% 00 8 05, HIEH £
AR AT R 52 e DL AR 28 245 W) A 2 Ve A8 RE R 75 R
WORAE T W% TG J7 54, 5 WF 98 & 3 APOE-491A/
T 22 25 P 5% i B 56 AR il 77 A0 DL FL DU A 09 [ IS 2L
PO RN 41T R A 2 i E M L, 4
A —491T %5 v 3 H 1) 32 38 3 Al T BT 6 AR A 7T )5 B AR
LDL [ 8 R 858 (=35% vs. —27%, P=0.037); ##77
—491T %5 3 55 1) 52 308 76 B2 52 DUFL DURRIR 97 I
5 —491T 55 A Fe AR 47 # A L, TG 09 B i A%
(=23% vs. =39%, P=0.05), IXYGiE T % 2 &M x}
AR TR] 25 9 I L 25 5 B R . 9 B AR R
ApoAS5 —1131bp T>C Z AL E TG KA, i
S AR DURRIT AL, 29997 k& T/T. T/C. C/C
T 336 D o 3k 2 BE 1R BIF 5T 3 B AE 3 v R I AE
ABTHRIEHZES NI RON R, Xt
HLAP A~ DU 25 205 9 1) 356 DR A 2 0F 9 s ik =
R 5E T4 0 FH HLAP 2 Ve RGERI R | shAs 2y
ROE WS e 2 R (A st 2% . AR Al
), REMITENZENE . QEREMAES N
FER G YIRE TG YT AW B 22 HAENLHI, iy HLAP i&
TG HES R IR T S AL T A7 7 BTG AR B

3.2 fhiTRZY

L7728 25 By 38 5 4 7 3-8 ik —3— Y R Y A
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