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Relationship between serum concentrations of apolipoprotein A5 and pathogenesis of
macrovascular complication in type 2 diabetes mellitus
Qin Weichao
(Department of Clinical Laboratory sthe People’s Hospital of Shiyan ,Shiyan 442008 ,China)

Abstract: Objective To investigate the serum apolipoprotein A5 concentrations in the pathogenesis of type 2 diabetes mellitus
(T2DM) and its macrovascular complications, to study the relation between apoli-poprotein A5 and diabetes mellitus and it's macro-
vascular complication. Methods ELISA assay was applied to test serum apolipoprotein A5 levels, which were determined in 265
T2DM patients(with macrovascular complications 131 cases respectively) and 100 healthy controls. Results There was a significant
difference of apolipoprotein A5 levels between T2DM patients and without macrovascukar complication. They were significantly ele-
vated in patients with T2DM as compared with control subjects(P<C0. 05). Univariate linear regression analysis showed significant
negatively correlations between serum apolipoprotein A5 with TG(r=—0. 201, P<C0. 05). Conclusion In patients with T2DM, ser-

um apolipoprotein A5 concentrations are greater than in non-diabetic subjects. It play important roles in the initiation and develop-

ment of T2DM. The study suggested that apolipoprotein A5 might be an important independent risk factor.

Key words:apolipoprotein A5; type 2 diabetes mellitus;
#HIEHE [ A5 (ApoA5) J2& 2001 4F Pennacchio %M 75 L #%
NG ASER 4 DNA I &SR 1 RoEr #8064 1, 5 i BR R
BWXRREY . IUHS TG AR TFH A% Y. 2 BB R (T2DM)
(EPi PN (K= s P ax t=ge se=l) | S vl € PN K== 4
Ak, R R AL B AN 58 2 TE A . BERR B, ApoAS K- 53
Jo G R B A SR Bh kR e A — W OC R L AR STl T
265 5] T2DM B3 ApoAS5 7K 5 F ML 7K 5 I % HEHEAT AR S 1k
SIHT BRI ApoAS 7E T2DM Je Ho& I KL i A8 R R R
K AE AL BAE T IR RE I T
1 BEREHE
L1 —BeBOR (DFEIRAAL A BE 2007 4F 1 H 2 2009 4F 12
A A5 RHME B 112 B 265 ) T2DM B (5 135 #i. &
130 D) s 4F 4% 35~76 %, F-3 (5211 % , 43 T2DM A 1fn
B (DM 41) 134 i), T2DM & 3 K i % i 42 41 (DMV
4D 1316, Frf B WA S 1999 45 TR U2 WidRifE .
4 HE Bk B 0 1 B0 0L 8 95 28 A < AR T B 1 PR R UL R A A PR
9o B o A (B0 & B 5 I 22 IR IS 2y JDk 3 52 1 12 4 PR s PR 199 JE
ZWIARE : DI IR 0995 12 W7 i 345800 500 A 0 JILRE B 58
I 22 gl 350 v 8 L A 2 1T B R e UK S IR S . 2) il AR
FEiZ Wk Sk CT IESE . 3) Sh A 8 9 78 5 A F il i 1 5%
IR 7] I 28 7 0, 25 3K W)y 75 IR 552 O T 3 Ik s S ik ok A A Ak
WP PeE s A ZE . MG B = 2 — 8L BE e ORI E
I AE o T A RS G 24 HE R B B O i e A b ) H A T

macrovascular lesion

TERME AR JC 2 L & Fh & 12 MRy & B S PR, D
HE VBT REAS & B M M B NG s . 53 Ak DRI WE 25
BWIT LA HAMABES R D RGN R E. UK
PREEAE HOIR B0 B E B2 P 35 B BRAh . (2O R X R4 - 3%
PRI o A B {3 1A A & 100 ) (55 52 i, £ 48 i) 5 4F i
30~60 %, FH(49+100 % . Lh A G HERR R 2k
V. 2 1 Bl e e R e e

1.2 J5dk FIURRAG A a3 JE # Mkal, 43 28 i T ApoAS K
2 WA AL A8 B A

1.2.1  ApoA5 R G G 5 W B i (ELISA) , i 7 £ 1 25 [
Rapid-Bio Lab /A w42t , ™ 4% 4 U 8] 15484 .

1.2.2 == JE 1B (FBG) | & JIH [& B (total cholesterol, CHO) .
=Bt H i Ceriglycerides . TG) 55 H i A= Ak 46 A5 4k I 76 82 bk 2
Wr AU640 £ H 3h A4 4k 70 Hr A b 347 3 550 il B i Rl 42 8 A
R,

1.3 Sil2esbs R RRA G FR, 2 4l EAT ¢
K 56 48 b 1) A 5% 56 2 R £k 1 I 4 B R B SR AT R o
SPSS15.0 528, P<<0.05 BEZEREFSHIT¥E X,

2 %7 7

2.1 DM 41.DMV 41 K f@ AT B4 48 bn Z 0] L B BR
ApoAS5 K # I & A AE [ f2 (LDL-C) /K - 4 H Ath 24 W] 2 T
L ESEA G X (P<0.05); DMV 41, DM 41 ApoA5
IR HL A, 25 57 B Bi T2 8 L (P<C0. 05) 25 I 1,



o 46 - EFmIE¥4%5 2011 £ 1 A% 32 %% 13 Int ] Lab Med,January 2011, Vol. 32,No. 1

®1 2ABRESBRMBASTUERLILE(TLS)

T DM 4 DMV 41 TR BT IR
FBG(mmol/L) 8.0F2.7 10, 743, 22 4,6+1.1

TC(mmol/ L) 6.2141. 34* 5.80+1. 31* 4. 60=£0. 95
TG(mmol/L) 1. 96+0. 85* 2.3641. 28" 1.22+0. 70
HDIL-C(mmol/ 1) 1.23+0. 32* 1.30+0. 72 1.3640. 40
LDL-C(mmol/L) 2.66=+0. 90 2.7540.70 2.55740. 58

ApoA5(pg/1) 156. 62446, 36° 112. 37440, 58 182. 49£55. 26

e 5 R IR A L % L2 P<<0. 055 5 DM H#% . P<C0. 05,

2.2 MIEaH BN G AE N 1 AR, G 4T 0T
ApoAS5 K5 K48 b Z A WS fE A A3 M. 25 R BN . L
ApoAS K5 I3 TG /K Z i) 2 3 5 1 & (P<<0. 01) . 5
HDL-C /K -2 8] & £ 3 1IE 4 5% (P<<0. 05),

3 it e

2 R PR A AL AE 95 A 2 B ) kWS R T Ak L 95 By il
A Ik e R Bl K i Sl Ik S5 T Sl bk AL Bl K . R R
PRI A S 095 IR A P N R B B AR AR . 2 BB DR A JF K
I 5 7E h— N 2~4 f5,

LB 7T S i 2 50 9 i A B sl ik o A T A 1 9 11
IAEESENE. BRI E A RIEN 2 A B 26 A L iE K
S AR v R AR B A AR TR B g N 8 ik
WRETEAL . ApoAS J& 3T AR K B G B F R MR R 5L, 3
F 43 A 4 HDL-C, M 1% % B2 BR 2 1 (VLDL-C) Hil 2L B 13 kL
(CMDH, W58 7R » ApoAS R B /N BRI I 3¢ TG ok i &
T FREXT PR ALY 4 i . T ApoAS 6 5L PR/ B filt 36 BRZ1AH L
M TG W BE FREL 66%5 . A BT KB, FERZ I & A
5 LPL A915 5L F » ApoAS X TG Jo .3 % W, #/8 ApoAS
X TG B JR A VE & LPL 508 . ApoAS it 5 M
FEARWE G WSRO IR LPL A1 E/EM ., nsk LPL X &
& TG HgE H (TRL, 40 VLDL F1 CM) 1 7K i V8 Bl M T [ AIG
M TG R RE , ZIEPL ol o RERE AL 7 ™ . vl UL, ApoAS
FEPRT TG ARGy i 28 06 5B M 45 . LA V8 A 1 b 3l ik
SRERE AL VR . R IR R 1 A I R R B IR R
Hoh & MR TG MAE X2 2 B IR B # 5 B0 0%

SR N E 22— R4S R B R, SRR L
i, T2DM 418 3% B 25 1 il B B & 7 & 4b . 1l 3% TC. TG
LDL-C 7K 3 ¥ B8 & T & ; ApoA5 7K F B & K. DMV 41 5
DM 21 F 4 B Xt BRZH L85 22 S ¥ A G vt 2% L (P<C0. 05)
XA UL ApoAS J& DM M 1Y fE I B R 2Z — . Wl A 5 55 IR
BEAIHFRMEREH L. T ISR, M7 ApoAS
KEHIE TG /K5 83 7AH & (P<0.01), 5 HDL-C K
5B 3 IEAH G (P<T0. 05) » 3X 5 — M BEUESE T LR WL

R B PRI A IR K I G AR BB ML YE ApoAS JK - H B
FEAR R EM AR H & Z — [k, %t ApoA5 T H B f&/E H HL
il (4 B 35X W] 2 T2DM K & 9 2K I8 9 48 19 B2 3112 W7 R T
PEAE— 5 IR

£ % 3Lk

[1] Pennacchio LA, Olivier M, Hubacek JA.et al. An apoli-
poprotein influencing triglycerides in humans and mice re-
vealed by compa-rative sequencing[J]. Science,2001,294 ;
169-173.

(2] fy pd i 20t . MOE L S5 RUBE 1 AS 5 5E MR 30 ik o8
WA ™ AR A ¢ & [T, IR 25 45 1 IR 2009, 25 (5)
482-484.

[3] Marcais C, Verges B, Charriere S, et al. ApoA5 Q139X
truncation predisposes to late-onset hyperchylomicrone-
mia due to lipoprotein lipase impairment[]]. J Clin In-
vest,2005,115(10) :2862-2869.

[4] Merkel M, Loeffler B, Kluger M, et al. Apolipoprotein A
V accelerates plasma hydrolysis of triglyceride-rich lipo-
proteins by interaction with proteoglycan-bound lipopro-
tein lipase[JJ. ] Biol Chem,2005.280(22) :21553-21560.

(5] Mg 3, B 500, Wi PR B85 1 LR 23 A L) ). [0 B e 36 B2
#k,2007,28(3) :259.

(6] FFRER. 2 RUME PR I 2 5 O g S8 38 AE i 85 8 g 2 11 I I
PR L. [ B A 6 B 2 2 75, 2008, 29(8) : 745-747.

(W H 3 :2010-08-02)






