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Abstract:Objective To analyze the features of lipid metabolism and values of advanced lipid testing in

type 2 diabetes mellitus (T2DM) patients at different stages of disease and before and after hypoglycemic
treatment,in order to provide evidences for clinical evaluation. Methods A total of 208 T2DM patients
(T2DM group) admitted to the department of endocrinology from April to October 2021 were enrolled as the
research subjects,and were divided into newly diagnosed T2DM group (105 cases) and hypoglycemic treat-
ment group (103 cases) according to the treatment. A total of 216 apparently healthy adults without cardio-
vascular disease and diabetes were enrolled as the control group. General clinical characteristics and biochemi-
cal indices of glucose and lipid metabolism were compared among the three groups. The newly diagnosed
T2DM patients were divided into simple T2DM group (64 cases) and T2DM with complications group (40 ca-
ses) according to whether they were accompanied by complications,and the biochemical indicators such as glu-
cose and lipid metabolism were compared between small the two groups. The correlation between dense low
density lipoprotein cholesterol(sdLDL.-C) level and other lipid indicators in T2DM group and control group
was analyzed. Results The indicators of glucose and lipid metabolism were abnormal in T2DM group com-
pared with control group(P <C0. 05) except for LDL-C level. Compared with the newly diagnosed group, BMI,
LDL-C,sdLLDL-C and HbAlc in the hypoglycemic treatment group significantly decreased (P <C0. 05), while

x  E&WB . R#ET AT H (2021-YF05-01382-SND ,
EEEN: F25. &, BEHIT, TEMNSEIRP I mmmsg. © @EEEE.E mail: majiying72@hotmail. com,



EfFMmimES4E 2022457 A% 43 %% 138  Int ] Lab Med,July 2022, Vol. 43,No. 13 « 1639 -

ApoB/LDL-C significantly increased (P <C0. 05). Compared with the simple T2DM group,the complications
group had higher GLU and ApoB/LDL-C(P <C0. 05),but lower HDL-C. The level of sdLDL-C in the T2DM
group and the control group were positively correlated with TG, LDL-C, ApoB and TG/HDL-C (P <C0. 05).
Conclusion Dyslipidemia is common in patients with T2DM, which is mainly manifested as increased TG,
ApoB,nonHDL-C and sdLDL-C,and decreased HDL-C and ApoA- I ,but there is no difference in LDL-C, con-

ventional hypoglycemic treatment can bring lipid benefits. It is recommended to add advanced lipid testing

such as ApoB,nonHDL-C and sdLDL-C when assessing the risk of ASCVD in patients with T2DM.
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T2DM 4 (n=208)

ZH X B (n=216)
WL (n=105) HITH(n=103)

B (%) ] 117(54.2) 61(58.1) 60(58.3)
ER (s, 8 56.2049. 62 55.14411. 65 58. 04410, 09
WA [ (%) ] 30(13.9) 32(30.5)7 47(45.6) "
BMI(z %5s,kg/m”) 22.704£2. 60 24,6044, 25" 23.3343.117
WM E 2 (%) ] 25(11. 6) 24(22.9) " 44(42. )77
WAL (%) ]
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TG[M(P,;,P,.) ,mmol/L] 1.11€0.87,1.37) 1.88(1.12,2. 81 " 1.63(1.24,2.87 "
TC(z+s,mmol/L) 4.65+0. 68 5.134+1.22° 4.85+1.17
HDL-C(x + 5, mmol/L) 1.4540. 38 1.0840.30" 1.1140.51°
LDL-C(z %s,mmol/L) 2.8270. 66 2.9740. 90 2.7240.947
sdLDL-C(x +s,mmol/L) 0.59+0.12 0.87+0.14" 0.714£0.13" 7
GLU(z %5, mmol/L) 5.0240.37 11.0244.85" 11.0744.63"
HbAle(x+5.%) 5.5040. 29 9.22+2.09" 8.49+1.65"7
ApoA-T (x£s,mg/mL) 1.5140. 24 1.3540.29" 1.3240.33"
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gkl XERA VIS EFEITHE T AFE EREERLER
T2DM 4 (n=208)
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WL 4 (n=105) WHITH (n=103)
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sdLDL-C/LDL-C[M (P ,;,P,:)] 0.20€0.17,0. 24)
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TC(x+s.mmol/L) 4.65240. 68 5.11+1.18" 5.234+1.34"
HDL-C(x £, mmol/L) 1.45+0. 38 1.1340.32" 1.0240.23" 7
LDL-C(z %5, mmol/L) 2.8240. 66 3.0140. 96 2.9140. 85
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ApoB/nonHDL-C[M(P,;,P,) ] 0.26(0.25,0.27) 0.25€0.24.0.26) " 0.25(0.23.0.26) "
sdLDL-C/LDL-C[M (P, , P ;5) ] 0.20(0.17,0.24) 0.26(0.19,0.35) " 0.29€0.18,0.35) "
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sdLDL-C/LDL-C 7K B g ## & (P <<0. 05) , HDL-C,
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PR TR 5 2R AP 2 i — 2P E BR A EE AL L RN 2
B sdLDL By A AR M L S F AR YU S & IR
Wi B CLPL) ¥& Pk 3% fn, B ik o & UF 25 B8 Wi W
(FFAOM TG 7= A= 30, o 1 30 3 ApoB 1 fI% 25
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T2DM 4 sdL.DL-C 7k = 5 H fth BE £ 51 $5 4R B0 48 < %

Ml nonHDL-C, B & & H il = F5 &9 J§ & A (TRLs) H
A [ B 20 BRI BB E LDL-C JF R 5 (P>
0.05) .18 ApoB B 3 &5 (P<C0. 05) , I —4> T LDL-
C N H & —4F ApoB, ApoB RE T v i Hb 5z Mt 1M %
s ok R AL NS 2 A 0B B0 R AR IR ST A R R
HIBE R BB R WA EE R Z /M % 1 LDL., X /R
T T2DM & AU LDL-C 18 R XU Al 35 b
AT RE 23 A%l H o0 il A8 5 s KU L 1T B A sdLDL-C,
ApoB #l nonHDL-C Z8 &3 Alk A MM E .
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HAWEF R, S R IGIT A5 S 4 i 3R 1 LDL A2
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2R SL(P>>0.05) EARIEC AL LR 5 # B 6 15
BV (2016 4EMEIT IO » LDL-C #l nonHDL-C {5 4
IRFRT AT AR — i TR B R A 25 AL AR Ay o0 1
AU (RCVR) ™ [H I, A 0 B0 1 2 58 3 0t 47 R IR
BT,

AW 45 Bk B, T2DM 4 1 TG/HDL-C #i
ApoB/LDL-C 7K~F-H] i F+ & (P <<0. 05) , ApoB/non-
HDL-C 7K -] & AR (P <<0. 05) . 7 {5 55 21 if 59
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KAV AR X5 B4, v R 2 TC JH& M HDL-C |
R 5 20 nonHDL-C B & 7t & Fr 8. #F 95 & B1.
nonHDL-C 75 A [6] 3 & AE (9 15 R 95 f8 & g o 4% i 2
e b LDL-C ¥ g 1 % 0% 15 i & 8 F B, il
2018 4 AHA/ACC 45 B #E % nonHDL-C E 4 JIEJHE .
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C A1 ApoB/nonHDL-C " §¢ 5 T2DM ) k& 4= & J& %
YIAAG, DL 48 bR 29 0 3 5546, AN 75 B2 80 7 R I, ¢
DM (14 i ¢ F1 975 1 28 J& 1EAk op B LAHE T 328 H

AN A 58 IR & BLW 2 s g Pk T2DM B &
TG.TC,sdLLDL-C, ApoB /K8 & F+ & (P <C0. 05) ,
HDL-C. ApoA-T 7K F B & %X (P << 0. 05), 1
T2DM 3 & GE 41 5 Hali 20 #f e, B HDL-C i —
HREAT . GLU ., ApoB/LDL-C H @54 (P<C0.05), Hi4x
REAR R AR JCBH AR Ak . W8 PR 7 o 17 afF J v, i I
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P4 T AR CAUC) 4399 24 0. 84 Fi1 0. 87, 1fif B A
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sdLDL-C fy 10030 48 B . B Bk, 78 B 1 g 0 25 o s
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sdLDL-C F = i ] gtk 0K, £ % 2l ok ok A 8 1 1
3 1 DAL K

HAWF i T2DM 411 T2DM £ 3 % e
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WY AEXT T2DM 3% 47 ASCVD KU 1A i), 54
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