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HbAlc,urine microalbuminuria and lipids determination in patients with type 2 diabetes mellitus and its significance
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Abstract: Objective
tients type 2 diabetes mellitus. Methods

To investigate the relationship among HbAlc, urine microalbuminuria (UmAlb) and blood lipids in pa-

120 patients with type 2 diabetes in the hospital were enrolled in the study in 2012, Ac-

cording to the test results of HbAlc,the people enrolled in the study were divided into two groups,group A: HbAlc <(6.5% ,60

cases totally;group B: HbAle==6.5% ,60 cases totally. UmAlb and blood lipids were measured. Results

Compared with group A,

UmAIlb, TC,TG and LDL-C concentrations increased significantly in group B(P<C0. 05) , while HDL-C decreased significantly ( P<C

0. 05). Conclusion
ously and the risk of diabetic complications increase.
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In type 2 diabetic patients whose HbAlc==6.5% ,UmAlb, TC, TG and LDL-C concentrations increased obvi-

diabetic nephropathy; blood lipids
10 B8 7] 52 19 B PR oS BB HIbA L 7K 7 W AIKF 6. 5 %6 i 1 B Ax s
Vo WE R T R T 2R, A 20 - HbAle<<6. 5%, 3 60 fi]; B 41 .
HbAlc=>6. 5%, 4% 60 #4118 4F i B ) ik 47 G 11 2% o
W, 2R G L (P>0. 05) , KR R — 20, BoA Al Hok .
1.2 U 5iRA HBEBEE(TO . Z®BH M (TG &%k
B A @ EE(CHDL-C) AR % B g 2R 11 10 [ B (LDL-C) Ay 465 0 2%
AL LR 2 7350 L ok B 572 HITACHI 7180 A= 4k 43 #14X
HEATIE s HbALc By A I SR A4 4 8 30 ) EL it 7% 3 57 (RO-
DOX A &) 5 JR 3 B 3% & M 2R B 58 BN100 4% 52 & 1 /0 BT X
PSR =351 Bei il D
1.3 Jiik rEBREHTREEE 12 h 5 R4 1 # ik
M AR AR #E4T HbALe Rl BRAE AL L M 37 A5 15 b 00 T 52 5 i 48 JR IR
I PR Bl i v AR MR
1.4 Geit2fhb s f 80 34 6 SPSS13. 0 G 1 4K 4 4 3
FEH AP R ER T+ FoRs . gL e ¢ /56,
P<0.05 WESBEHIFEX.
2 7 7

5 A4 (HbAlc<{6.5%) 4, B 41 (HbAlc=6.5%) )
M TC.TG.LDL-C K FHRHEEEOKEYE T A4
(P<C0.01), i Ifi. 3 HDL-C KK F A 41(P<<0.0D), L3 1.

1 MABREBEXERER(TLS)

il n TC(mmol/L) TG(mmol/L) HDL-C(mmol/L) LDL-C(mmol/L) PRI (mg/ L)
A4l 60 5.52+1. 14 1.8940. 41 1.52+0.53 3.22+0. 84 30.3+3.8
B4 60 6.31+1.98" 2.67+1.28" 1.2740.42~ 4,06+0.97" 109.24+44, 9"

* . P<<0.01,5 A4,

PR A AR - 55 B3R L 32 S I PR i a5 4 3 A F 5

3@ THRAE # » E-mail : wangchong8210@163. com,



+ 2336 - b g

FIeE 201449 A% 35 %% 17H  Int ] Lab Med,September 2014, Vol. 35,No. 17

3 it it

HbAlc 24 F I £1 8 (1 B 4 N uis 09 45 282 5 W 2 0 & 2E
B A il 46 A SN Y B PR . SRR OE RIS R e AL &
I AW I R HE SR L R R R A A L B HBALCRT, B
M) HbALc 1 ¥ M A Fa e 19 B R J2 2 7 T . H Il 8 vk 2ot
3 10 5 ) 2T 40 B0 A5 RN ), S B A Ui AR 1 OB R R 1 &
Flvig Pk I kA 1 & A . [, HbATe 7K SF i T i £ 0 0 1fiL
B AR AL DLE AR EE AL . 51 O L2 Kh M 3R P8 45 40 & L i
Kol FIRE O AR H O TR R B FUERBE L 00 I i A I &
HE 1T 5 0 R IR P9 1) SR AR B AL, U 551 & AN IR . Ak,
HbALc 7K - 7t 5 AT 51 M fig 0 1 285 B2 18 1= s o 7 oA 4 +
NN AT 22 | N B 1 4 S (1o (S T
U PR G £ 2 10 i b 5 | 14 s B SR AL 2L A N B B
J TR W  S R A I B TR 0 ILEE BE I AR AE T
P — A e i PR 20 b s R R B 8 405 2 A LR S R o
BE ALK 72 A S AL B 4 ROS, 38 5 I A5 P9 B 40 1 453 5
T 0 [ R RS A AT L PN R A R P B P2 sk B R
ANER B AN 5K Ty KA AR Ak 5 B I G Bl 7 AF AR R
BRAL Tt BRI 51 45 . HbAlce FA ] 2 b &
B 8~ 12 JE I M HAE 00 AN 32 R A A Il il b IR 2
o1 0 85 3R 5 AL R 1 T 400 T4 )5 B s T e 3 il ) e — i
IF) 252 A B K 5 OB S R S N B . R
B % F HbALc 7K B 4 Y976 B0 38 F5 . 55 E M R 9 °F 2
B HbA1e<<7% . [ Brobl FR 9 B¢ 2 (IDF) @i HbAlc<<6. 5%,
FI A & [ A AR v 9 HbATe<C6. 5%,

2 TR PR 2 — Fl i DL 3 20 AR BN R B THE . H
RIS PERT, B AT 2Bk 20~79 % AN A8y 1.5
12, 2 BUWE R B BOCHERT 3 07 1 [ 5% 43 ) 2 B JEE L o [ 1 92
B, G327 000 77, o DR RO% RO 3B A BT, 1996 4F 11
AT A R 30 8 DL B NEERY RO 33k 3. 20651998~
2001 4F I 1 R 2 R B A 1000, REWFSEIESL T 2 #Y
T R 97 A O I 1 R BT T I A R BT R
RIET- WG R F . AR5 E . 24 HbAle=6. 5% i, 40 A
WEoE ARy LDL-C 7K BH 8 JI & » HDL-C /K FFEAL. thF
LDL-C 7K ) 388 55 2 56 Bk 20 ik it 456 B £ ) i s I8 3%, L vk i
Th v R HKIG I T o0 il 5 = & A i R . AR, HDL-C K -
[F)Cy 04 0 1 R A R A G

PR A% St v AR 04 B W PR R R I e 5 1
B AR Z ARG R B . TG 48 W o 95 5 | S 19 R ok &2 15 2K 11 4R
FHA TR [ A A R AR 0 kL B A AR SR kA T
O B R T RE BE 45 R A AR AL T & A T AR ARD L IR TS &
P2 A I A 2R 0 R AR 4, 3 T A O 2 B0 OS2 1Y
F17 DR A B2 B JOFE R I A R 6 7 Y R R AT AR SR
BIR 2 HbAlc=6. 50}, 2 B FR 9 f 3 1 PR I = v 2R 1
TC.TG.LDL-C %45 b5 B & 7+ & (P<<0. 05), R EIEHE A
B4 T i 16 B AR A T RE R AR T R I R A2 4 e A RT RE R AR
9 A8 I R B R B I IKUBR: K K . i TC, TG, LDL-C
BTk — 2R T I RRE I K A . A RS R IR SR R
B DR 18 M I R E B A B I T . 24 HbALez=6. 5% A,
B T I VAR B A v B Y 2 D B I b B T R B
ANERIEAE . HbALc 48 BB {43 &0 4 20 & i b, 510k
ZH YU A P 40N Th B AN I A% AT kL R A s 4T . I
FAGOLT - BT B /N ER & i B /B L R AS gl e D AL .
B FREE T, 36 0% M8 58 JRL B 10 4% ik Ak ot P 38 5 ol ' /N BR B 2ot
A I FER T R A RAE R . L R MR E R AW

A 2 73 & 0 s S U IR T SR IS W s bR . R PR
TR AR 455 &I 0 RE IR DL RO S R A gk T LR
FUETR RIS WO . 6 2 TR BB T R0 R A R
HIR B IE N E A B0 B8 2 BUBE IR B A s E A
PRI KA 3090 ~40% 224 . R b . 35 [ BE SR 9 2F SR T
H 2 TR RS B A2 W S LS B A A A VAR R
2003 4F B4R 5 vh 5T 5 IR R R 09 4 ) B AR AR AT A
ﬁjn]o

25 FRTIR . 24 HbAlc>>6. 5% I, B JR o 5 5 5 72 78 W
WML W AR MR E R AT &, Bk, 7% 0
HbALc (4[] B 07 12 4 399 28 309 46 D 1t B R DR A3 6 35 48 1 %
T 2 BUBE IR AR B E BB IT BB IF R AE A EE AR R E
ST HbAlez=6. 5% I, % 325 HE AT A I 8% 34 97 1 )
B 3R 3 12 2 I AT A X 1) B AL A TR T S AT 0 B I
HRAE W KA .

£ % 3Lk

(1] BT 5. 2 BOBE IR 28518 Pk JF JRE B0 8 Je fa B R R 4 [T,
R EHACE L, 2011.49(4) 1 120-121.

(2] 5053 - 3 i8R 7 . R I DR VB DA LB JUFE 2 L e 3 g %
A AR LT ] TP PR 2y, 2010,45(11) : 1078-1081.

(3] WRKE, B XIE R4, o E 30 eb o R B b RO (i BE 4 21
L] P A IR A 3, 2004, 20(5) 1 420-424.

[4] Araki S,Haneda M,Koya D,et al. Reduction in microalbuminuria
as an integrated indicator for renal and cardiovascular risk reduc-
tion in patients with type 2 diabetes[ ]J]. Diabetes, 2007, 56 (6) :
1727-1730.

[5] Pope RM,Aps JM, Pagem D, et al. Immunologic characterization
and quantification of HemolobinAlc[J]. Clin Chem,1993,10(2) ;
260-263.

[6] Turner R,Cull C, Holman R. United Kingdom prospective diabe-
tes study 17:a 9-year update of a randomized, controlled trial on
the effect of improved metabolic control on complications in non-
insulin-dependent diabetes mellitus[J]. Ann Intern Med,1996,124
(1 Pt 2).:136-145.

[7] Gerstein HC. Glycosylated hemoglobin; finally ready for prime
time as a cardiovascular risk factor[J]. Ann Intern Med, 2004,
141(6) :475-476.

[8] Selvin E, Marinopoulos S, Berkenblit G, et al. Meta-analysis: gly-
cosylated hemoglobin and cardiovascular disease in diabetes melli-
tus[J]. Ann Intern Med,2004,141(6) :421-431.

(9] @sidk. N ADA 2010 48 F3 A HbAle 1645 IR 12 Wi Al i 7 op
HE ZEAEATLT ). o R R 2% 45,2010, 18(3) : 161-163.

[10] Selvin E,Crainiceanu CM, Brancati FL,et al. Short-term variabili-
ty in measures of glycemia and implications for the classification
of diabetes[ J]. Arch Intern Med,2007,167(14) :1545-1551.

(110 SR, A B R B o A8 8 A L A S R MO R A
A ARG A BT LT . 4k S R4 30 F . 2012, 26(9) :51-52.

[12] Krishnamurti U, Steffes MW. Glycohemoglobin:a primary predic-
tor of the development or reversal of complications of diabetes
mellitus[J]. Clin Chem,2001,47(7) :1157-1165.

(18] A3, X 05 . IR 5 28 R AL il 20 28 9 9 00 B L 39 1 450
B &), L BEH 22 . 2007, 14(23) :3174-3175,

L1470 E B, FEHR  WRAME. W Ak 2128 5 R PR ABCRE W 28 1 306 & A 00 X
PR 5 1 S A8 T LT . il R R 92 3 S 2 A 7, 2008, 7(4)
91.

(Wi H 3. 2014-05-08)



