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GEE] B& il X 9012 2 0B R (T2DM) Bk 1 21 26 11 (HbAle) 5§ 3% | 2518
MHE (FBG) 45 2 h Il (2 h PG) K FHIKFR. Fik  EEE 2019 4F 3—12 AEHFEMETE — AREE
5 1 5243 B 0 WSS AL 1 DI RT3 14 100 151149032 T2DM 58 335 VE A BESE 6 4, H 3 AN [A] HbALe 7KSF- 43K
HbA1e<0.08 41 (18 i), 0.08<<HbAle<0.11 41 (36 #]) LA & HbAle>0.11 41 (46 i), % FH = RO AR (213
(HPLC) 5 HbA Le 5 2R FH CUBHIER RN A 5 SR FHIAR [ B S Tl / 2R 28 3 285 LM (CHOD-PAP) K
T JIEL TP (TG )5 2R FHH A I S ARV AT = I H ¥l (TG )5 SR FH B4 A 12 2 B M 2 A AR T2 (HDL-C)
FRSE AR R A E B (LDL-C).  Hu#8 3 A5 I RFEARIM 2257 5 (1 Pearson AT % HbAle 5
MARHE . FBG LAK 2 h PG MAHSCHSE T 001, Z55R  Bi%& HbAle /KFF&, 3 41 TG, TC. LDL-C. FBG K&
2 h PG 7K i T R, 1 HDL~C 5L R RERa 34, 3 2 0m) b HE br LR 22 R 4ii 248 L (35 P<0.05),
Pearson FICHEMT I, HbAle 7KF5 TG, TC. LDL-C. FBG #12 h PG 2 IFEAHX (r (E435124 041, 040,
0.46. 0.36. 0.34, P {E 43514 0.000. 0.000. 0.000. 0.000, 0.001), 5 HDL-C £ 1 #H % (r=-0.33, P=0.001),
5 HbAlc SRR . FBG .2 h PG K34 156, HbA Te RIVEN TR T2DM FE MR/ 1Y B4R
PR A TR R B ARG 7K B BRI 48 IR K S AT it 3 A Do M A O - A B4 % A DR o
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[Abstract] Objective To explore the relationship between glycosylated hemoglobin (HbAlc) and
blood lipid profile, fasting blood glucose (FBG) and 2—hour postprandial blood glucose (2 h PG) levels in newly
diagnosed patients with type 2 diabetes mellitus (T2DM). Methods The 100 cases of T2DM patients in
Qujing First People's Hospital from March to December 2019 during the author's standardized training period
were selected as research objects and divided into HbA1¢<0.08 (18 cases), 0.08<<HbAlc=<0.11 (36 cases) and
HbATe>0.11 (46 cases) groups according to different HbAle levels. High performance liquid chromatography
(HPLC) was used to detect the level of HbAlc; hexokinase method was used to detect blood glucose; total
cholesterol (TC) was detected by cholesterol oxidase/phenol aminoantipyrine method (CHOD-PAP); triglyceride
(TG) was detected by glycerophosphate oxidase method; high density lipoprotein cholesterol (HDL-C) and low
density lipoprotein cholesterol (LDL-C) were detected by direct method. The differences in clinical indicators
among three groups were compared. Pearson correlation analysis was used to analyze the correlation between
HbAlc and lipid profile, FBG and 2 h PG. Results With the increase of HbAlc level, TG, TC, LDL-C,
FBG and 2 h PG levels in the three groups increased gradually, while HDL-C showed a downward trend, with
significant differences in above indicators among the three groups (all P < 0.05). Pearson correlation analysis

showed that the HbAle level was positively correlated with TG, TC, LDL-C, FBG and 2 h PG (r values were
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0.41, 0.40, 0.46, 0.36 and 0.34, P values were 0.000, 0.000, 0.000, 0.000 and 0.001, respectively), and negatively
correlated with HDL-C (r = =0.33, P = 0.001). Conclusions HbAlc has correlations with blood lipid profile,
FBG and 2 h PG, and can be used as a good parameter for predicting blood lipid levels in patients with T2DM. Strict

control of blood glucose and postprandial blood glucose levels can significantly reduce the risk of cardiovascular

events in diabetic patients.
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121 AUERSEA HbALe MR (GEEIARA D),
DUsE 2 IR AUS800 4> [ B A A3 5 M I
R & HbATe I E R & O MR T A PR AT R
NGIDR = 31 |3 g = B AN L (high density lipoprotein
cholesterol, HDL-C) I 17 & | IR BE AR &R 11 IR
B (Tow density lipoprotein cholesterol, LDL—-C ) i,
# & (U] 5 & PR IR RS2 3 R GE AT IR A R, =
(triglyceride, TG ) W i & (17 R A B2 25 RHEE AT
FR 2> W] ), S IH [5 B (total cholesterol, TC) M 22 2 7]
& (FiE R RAEESFHCA R A ).

122 AEACREE  TRAMAINI A B AR S, ST 4
AR A AL 2 A Ay . SRR AL I o i
Brimr ARBUE | MU (4 FE (systolic blood pressure,
SBP). %7 7K & (diastolic blood pressure, DBP) ], Jfit
AR 3R %X (body mass index, BMI),
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HbA e Al 5 SR A 23 I bk i T 4R b Bl S
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SR FH OB 2 AGHIN I 5 DARR [ A A / D2
FE T AR (cholesterol oxidase/phenol aminoantipyrine
method , CHOD-PAP) ¥ TC 5 5% F H- B2 2 AL i
A TG ; R EAK HDL-C |, LDL-C. iy
R E 28 N A AR

124 R4 RIEAR HbAle KP4 B H 7
4 HbA1e<0.08 41 (18 f4]), 0.08<HbAle<0.11 4
(36 f41]), HbA1e>0.11 £H (46 ),

1.2.5 HAEWMIERE S EEF  HbAle HIEH 2
ZAHILFE N 0.04 ~ 0.06 ; FBG AU IEH S % (115 R N
3.89 ~6.11 mmol/L ;2 h PG 4 1E % 2 H {H L [l N
6.11 ~ 10.00 mmol/L; TG HY1E % S (HIE A 0.56 ~
1.87 mmol/L; TC 1E# S % (HYE R A 3.1 ~ 5.7 mmol/L;
LDL-C WY 1E# Z % EHF N 2 ~ 4 mmol/L ; HDL-C
B IEH S EVEFIN 1.03 ~ 1.96 mmol/L.

1.3 Geite#k fdiH Excel 2010 #0452 A RS,
{#i ] Graphpad Prism 6.0 FI SPSS 17.0 Gt H4k 443 #r
i FFA IR TR PR + pRifE 2
(x+s) Fon, 2N HEECR LN E T 225007 5 4000
HBA lc 58488 AR MR F Pearson A1 KM 43HT
P<0.05 hESAGI R L,

2 F#R

21 R AULBEEDN RS Bm L R
it I . BMI A5 — ook L 22 5 B g1t
X (3 P>0.05), Ul &AL E TR, A 0T L
P WK 1.

R 1 100 GIFHSET T2DM EEH—E S RILE

g P CBD g B hER
B) s 4ep (F,xts) (em,ats) (kg,ats)
HbA1e<0.08 41 18 9 9 49.83+11.29 163.7+9.1664.72+12.49

008<HbAle<O.114 36 21 15 47.42+13.191654+7.2666.72+ 9.79
HbAle>0.11 41 46 28 18 4826+ 13.68 162.8+7.7863.97+12.61

2151

a1 {515k IfUE (mmHg, x+5) BMI

h (i) SBP DBP (kg/m’, x %)
HbA1e<0.08 21 18 12240+13.25 80.22+£898  23.92+£2.90
0.08<HbAle<0.114]1 36 124.10+11.44 80.17+9.43 23.93+2.94
HbAle>0.114H 46 118.10+13.29 77.96+839 23.95+3.50

1 T2DM 2y 2 AU IR G , HbA le AL I £L 85 (A , SBP Sk s,
DBP &7 5K, BMI AT REFE 4L ; 1 mmHg~0.133 kPa

2.2 AN[E HbAle ZKF454H T2DM 5 MiAg M i b +5
FrEGELEE  HbA1e<0.08 41AY TG, TC . LDL-C . FBG
F12 h PG /K BAKT 0.08<HbAle<<0.11 ZH (3
P<0.05), 0.08<HbAle<0.11 4 #J TG, TC. LDL-C.
FBG F12 h PG 7K 37 B AKX F HbAle>0.11 4 (¥4
P<0.05); HbA1¢<0.08 . 0.08<<HbAle<0.11 41 HDL-C
FOEIIA B 55 T HbAle >0.11 20 (34 P<0.05), W3 2.,
2.3 HAEHEMHT  Pearson FHCHEMTEET, HbAle
K5 TG, TC.,LDL-C . FBG £12 h PG 255/ 1EA
X, 5 HDL-C 255075 ($ P<0.05). WLk 3.

% 3 T2DM £:3& HbAlc 5&I5HRHY Pearson 18K 1547

5 HbAlc B HbAlc
/] \E 7 \E

e PAE r {8 PAE
TG 0.41 0.000 HDL-C -0.33 0.001
TC 0.40 0.000 FBG 0.36 0.000
LDL-C 0.46 0.000 2 h PG 0.34 0.001

T : T2DM g 2 BUBE GRS , HbA Le MBI INLT & 1, TG o = H i,
TC Sy SRR, LDL-C A {IR4% E0G 8 1 IEL[E B2, HDL-C 4 o % 1
SR FANEEE, FBG 75 I MM, 2 h PG W45 2 h 1A
3 g

B PRI R B 2 th B s MR A 2 R0 R
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£ 2 A[E HbAlc /K& T2DM EE MBS K MABEEFRATELE: (x £5)

4151 FPEC(F) TG (mmol/L.)  TC(mmol/L.) LDL~-C(mmol/L.) HDL-C (mmol/L.) FBG(mmol/L) 2hPG(mmol/l.)  HbAlc
HbA1e<0.08 41 18 195+0.61  3.50+0.81 2.96+0.67 1.39+0.64 6.90+1.30  14.00+5.60  0.07+0.01
0.08<HbAle<O.1141 36  287+1.07% 459+1.16° 3.56+0.89° 11440512 967+2.18*  1645+397* 0.10+0.01°
HbAle>0.11 41 46 3.64+144% 5124145 436+1.082 0.88+037% 10124335 18814505 0.13+0.01

1 HbAle WAL IZI AR 11, T2DM 3 2 OB , TG S =B H M, TC A A0REEE , LDL-C WAKES B NS 8 AR EEL, HDL-C h i 25 B 9 i
P HFERE , FBG o2 (IS, 2 h PG 485 2 h MUK 5 5 HbAle<8% 41IL4R, 2P<0.05 ; 15 8% < HbAle< 11% 41 1X4:, PP<0.05
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