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TyG 88 LDL/ApoB ¥ #& bk J& & /& B FLil M (B 38

HAER L, x FCLk BLE OB L KRBE
(TAXRFWBEER 1. Ao ikH;2. & o JA, Fa4EE 071000)

[(HE] B MFREZBHs-HEFE(IyO R MKEEREGLEHEE G B IIL{A(LDL/ApoB) 5 4
IR B R ELEGMEE, FIRTHE R LIRS A SRR ERGTAMNMIE, Fix KEZKRA S A 2021
£ 10 A E 202349 A 2 A HEEB(T2DVDAER & & 160 4, AF 0 AR G B G 5 ILEF i (UACR) 9 %
34 A R4 (UACR<C30 mg/g.78 #) T 248 it % B 9% 4L (UACR 30~<C300 mg/g.45 #1) & P B 45 &
Ja KR4 (UACR=300 mg/g.37 #1), o4 3 4% F — M ls R T4, £ 47 . LDL/ApoB #= TyG #5489 £
F. I B H o A AR KRR B 9m 2L (UACR<T30 mg/g.78 #1) A= & 9% B 9% A (UACR=30 mg/g,82 #l),
50 TyG 454 LDL/ApoB s #5 fkJa B o e M ML, R 3 AR Feme Bk & da(HbAlo) &2
BB(TC) . &% EMRE G A (HDL) . & &9 B(ApoB) . MUEF, § 3 & i £ (eGFR) . LDL/ApoB. TyG
FHILR L FA G FEL(P<0.05), TyG KT f2 35 bk fkom 2 T B0 48 Jkom B om 4 . P B 48 Jk s B s 4
R, L3 MR LB £ F A %t F &L (P<0.05), P H4EERBE HERTHE KB EREPH
LDL/ApoB 9K F & F £ 44 R, Ak £ F B A%+ F &L (P<<0.05); P44 fmaey LDL/
ApoB KT 5 T80 ks B R4l b i, 2+ Rt & X (P=>0.05), TyG 48 2 TR 88 &k os B % 69 %X % T4
HIE(ROC) W&, F @A (AUC) 4 0. 759, LDL/ApoB 7 il #& & 5% B 9% # ROC AUC 24 0. 701, # 35 47 & & TR ml
¥ JJm A ROC AUC 4 0,824, #i LDL/ApoB.TyG #8543 T AAE 4 2 A e R J7 B ok 69 T 38 47 , 3 4
TR AT HE R R B R A TR A,
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Study on predictive value of TyG index and LDL/ApoB for diabetic nephropathy”
MIAO Jiameng' ,LIU Jie'® ,ZHANG Jing® ZYUAN Yuan' ,CHEN Yanrong'
(1. Department of Endocrinology ;2. Department of Cardiovascular Internal Medicine ,
Affiliated Hospital of Hebei University ,Baoding , Hebei 071000,China)

[Abstract] Objective To investigate the correlation between TyG index, LDL/ApoB and type 2 diabetic
nephropathy (DN),and to explore the predictive value of the both and their combined application in type 2 di-
abetic nephropathy. Methods A total of 160 inpatients with type 2 diabetes mellitus (T2DM) in the endocri-
nology department of this hospital from October 2021 to September 2023 were collected and divided into the
three groups based on the urinary albumin-to-creatinine ratio (UACR) : simple diabetes group (UACR<C30
mg/g,78 cases) ,early diabetic nephropathy group (UACR 30— <300 mg/g,45 cases) and middle stage dia-
betic nephropathy group (UACR=300 mg/g,37 cases). The differences in the general clinical data,biochemi-
cal indicators and LDL/ApoB and TyG index were compared among the three groups. In addition, the patients
were divided into the non-diabetic nephropathy group (UACR<C30 mg/g,78 cases) and diabetic nephropathy
group (UACRZ=30 mg/g,82 cases). The predictive value of TyG index and LLDL/ApoB to diabetic nephropa-
thy was analyzed. Results The disease duration, HbAlc, TC,TG,HDL, ApoB,creatinine, estimated glomeru-
lar filtration rate (eGFR),LDL/ApoB and TyG index had statistical differences among the three groups (P <<
0.05). The TyG level in the simple diabetic group,early diabetic nephropathy group and middle stage diabetic
nephropathy group was decreased successively,and the differences among the three groups had statistical sig-
nificant (P <C0. 05). The level of LDL/ApoB in the middle stage diabetic nephropathy group and early stage

diabetic nephropathy group was lower than that in the simple diabetic group,and the difference was statistical-
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ly significant (P <C0. 05). The LDL/ApoB level had no statistical difference between the middle stage diabetic
group and early stage diabetic nephropathy group (P>>0.05). The area under the receiver operating character-
istic (ROC) curve (AUC) of TyG index for predicting diabetic nephropathy was 0. 759, which of LDL/ApoB

for predicting diabetic nephropathy was 0. 701,and which of the two indexes combination for predicting dia-

betic nephropathy was 0. 824. Conclusion

LDL/ApoB and TyG index all could serve as the predictive indica-

tors for type 2 diabetic nephropathy,and their combination has more predictive value for diabetic nephropa-

thy.
[ Key words]

dense low-density lipoprotein

Bl G AL 23 09 R BE DR & R B AR E T B IR
R TR A 40 00 23 AT AR DR B 3X 4 AR
AT 25% ~A5 N AEAR R 15 4N 2 A AR S
(end-stage renal disease, ESRD)", ESRD ¥%j 3t %
L TR 25 . B2 T BRI AT DAL R DR A
AT B AT R BT 8 DR e
AL G PRE A A IR E R B E Bk g
R 2 R A LI D A A AR R O A A — E
BRE . DR R B S e B DR B A 4 B L 6 T
Qe KL TIPS B e &R IR TS B,
H -4 4 B (triglyceride-glucose, TyG) 8 4 i =5 1€
I K 2s 8 =Bk H il (triglyceride, TG) {H B S 1580
AL X2 Wi B % 2 HKPT (insulin resistance, IR) BH %
R A R R 5 e S R L AR B A I R S B b B
BE, AR EN, TyG 8 805t R I, A#E & A
S AR 1 DR A XU 3G n K Ak B B B /N K DB 8 Cesti-
mated glomerular filtration rate, e GFR) [&{", 7
WoeHs ik — AL W T2DM B TyG #8805 B IR Iw B
AR G . sd-LDL E 4 1% % B iR 25 11 (low-densi-
ty lipoprotein, LDL) [ 37 %Y , HA7 {1 3 3y Jik it A 1 Ak
M RE7EfE Y . WA BF 95 K W sd-LDL KF 5
W R s B s 1) 43 31 85 DD RE OG , HEZKSF-7E ESRD H i i
Tt . SR sd-LDL 05 0 35 4 4% . R AE I IR 3%
N, BEiERFEWH,LDL 5 ApoB i {8 (low-den-
sity lipoprotein/apolipoprotein B, LDL/ApoB) A] L)
Pl sd-LDL #7K -, Hd LDL/ApoB<1. 2 i, % B
LDL #1 LA sd-LDL A E S, K5 BIEH T TyG
6405 LDL/ApoB 48 ¥ 5 85 IR 9 B ik 19 AH ¢ 1k, JF
L33 T A F B B B2 3 I TR R IR v i ) T
AR E
1 B{HEFRE
11— 4

WL 2021 4F 10 A % 2023 4F 9 A 7EAR Be 19 43 W
BHE BE By 2 B R F (type 2 diabetes mellitus,
T2DM) 35 160 Bl o AF 58 % 4, 2L Ry B8 38 2 1 &
1999 4F WHO 2 BUBE IR i2 Wids ofi , Ho 55 87 il . &
734, HEBRARAE : (1)1 BOBE BRI | 4 UR S Ry ik 26 AU Ak
PRI 5 (20 WE PRI 21k I A F8 5, 0ol BR v i i
2 R LB P ORIR 2 (3) & O JR K Mk B /NER

triglyceride-glucose index; LDL/ApoB ratio;diabetic nephropathy;insulin resistance;small

B /INE PR R (D A VBRI R B (5) T E I
IR 2 /3 5 (6) SR B e /B3 s (1) IR = — Bk
AR YR . ARHE PR R S WL Y B Carine
albumin to creatinine ratio, UACR) 43>8 3 2H . Ho.4li
PRI (UACR<C30 mg/g) 78 il , 531 M R 9 ' s 41
(UACR 30~<2300 mg/g) 45 il . o 3011 IR 9 '8 o 4
(UACR=300 mg/g)37 . AR5 #7 b 3% 4 4 JE
H PR 7 1B 95 41 CUACR<C30 mg/g) 78 19l FUE bR 9 '
H(UACR=30 mg/g)82 ], AHFIY 4 B Be 4 B2 5
S A ME A5 . HDFYLL-KY-2022-011) , fif 47
WFIE X G 1 28 8 MG Rl i 4

1.2 7%

WCER B9 X6 G2 1 — OIS 00, B 9% M 501 L AT i B R
W . WFFERT G AT — RIEIRIKE 258 8 h L
s TR H R B U 00V RN BA R 24 h R
A4 A 3 A L7 BT (3£ [ Beckman Coulter, IM-
MAGE800) - % Bic i £ i 71 , M & UACR.24 h JR&
HE & . JR % (blood urea nitrogen, BUN) , {ll] %2 ifiL /L
Jif (serum creatinine,SCr) , JRFR Curic acid, UA) , & JH
[ (total cholesterol, TC) . TG, = % B g 2 H Chigh
density lipoprotein, HDL) ., LDL . #% 1k % & J§ 2 M
(very low density lipoprotein, VLDL) . ApoB, It 4}
WA 4 A 3h R A e B AL & B Bio-Rad 24 #,
AUS5800) » LA 2800 AH €4 335 3% I 5 18 Ak 1t 21 2 3
(glycosylated hemoglobin Alc, HbAlc), LA C B i B
5 =5 1B I 4% (fasting plasma glucose, FPG), %
J& R A 8 Bl A AR 43 A A ORI T 37 7 ol A= ) B 2
TR A FRA F L MAGLUMIXS) , L2 & ik
SE M2 MG C K (fasting C-peptide, FCP) 25 5 & .
T eGFR: LA E 5 1R & 20 R X5 (modification of
diet in renal disease, MDRD) A 32" Bl e GFR=
175X SCr—1. 234 X 4E % — 0. 179X (& ¥ < 0. 79/
P X1.00); TyG $8%0=Ln[ TG(mg/dL) X FPG (mg/
dLy /2%,

1.3 %hitsa®

K SPSS25. 0 B A i A7 B s Ge i 43 B o F B v
BEDABIECE T r HER R U BCR X7 K5 R A IES
SRR R, v s Fon, ZHLECRBUR R R
B ESNT I LR LSD-t R 58 A A5 A IE S 4
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MEHEER L M(Q,,Q,), ZH WK Kk A Mann-
Whitney U f {0l , 1 P HLECR B Kruskal-Wallis H &
W, RABKRZMEZ N E logisties B IH 404 TyG 48
%0 . LDL/ApoB 505 IR 5 9 19 AH OC & 25 il 32 i 5
TAEHAE (receiver operating characteristic, ROC) A
2 A I 2 i FH Carea under curve, AUC) TEfE S
BT AE, UL P<<0.05 NERBHRITHER.
2 % e
2.1 Bl RR T HE R B R AL P bR R R
B 48— F A P AR

3 4 B F 5 . FPG, HbAlc, TC, TG, HDL,
ApoB.SCr.eGFR.LDL/ApoB.TyG 88t b I E R A
it X (P <0, 05), 3 415 4E | .BMILLDL,
VLDL.24 h JREFE# KRR UAFCP .= JE B R
R EF LG8 X (P>0.05), TyG 5 #KF
TE B 2l0E PR 4 I R 0 B e AL L b OB DR e
9 2 AR R R AT L L 3 AL A ) 5 9 HL 3 25 R R G o
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B (P<C0.05), M R 9 B o 28 K 7 1A PR s
R ) LDL/ApoB ) 7K S {8 T B 4l bl R % 41
SR R L3R 22 5 A Ge b (P <<0. 05) . bk
PRI LA LDL/ ApoB 7K~ 5 - 018 IR 9 5 9 41 b 3%
ERIG I HE X (P>0.05), lLFE 1,
2.2 TyG 3 % .LDL/ApoB 5 #& J 5% § %% 48 %
2>

F T AL TyG 48 %0, LDL/ApoB 5 R % 5 s
AR S 1k W B S %R TyG #5848 . LDL/ApoB %43
RZEQ ~Qy - H L Q HE IR, Modell 2
KA TEATA0] 48 A5 1 45 5, Model2 S~ 8 0 45 8 L 1k 91
BMI J5 i 455 , Model3 J27E Model2 A5l L FA%2IE
% .HbAlc. TC.HDL.SCr.eGFR 45 5, 2 Hr4s
R 7E Modell . Model2 F1 Model3 H, i % TyG
T6 %7t =, LDL/ ApoB FEAR 0l IR 9 5 i & A R 3
. 5 A6 50 E X (P<<0.05), )l 2.3,

x1 SHEFE—MEMLE

AH LAl PRI 2 SRR RS B rh R R B a2 U P
(n=178) (n=45) (n=37)
PR ()] 1.431 0. 489
% 45(57.69) 25(55.56) 17(45. 95)
% 33(42.31) 20(44. 44) 20(54. 05)
WRM(Q, ,Qy) 4] 5. 50(2. 00,10. 00 8. 00(2. 00,13, 00) 13.00(8. 00,20. 00)™ 18. 811 <20.001
FRIMQ, -Qy) - %] 52. 00(43. 00,60. 00) 57. 00(46. 00,68. 00) 54, 00(42. 00,62. 00) 3.072 0.215
BMI[ x5 .kg/m’] 26.6343. 65 27,2343, 94 25. 42744, 40 2.241 0.110
FPGIM(Q, »Q;) »mmol/1] 7.85(6. 20,10. 10) 9.70(8.10,10. 70)* 12. 30(9. 70,17. 60)™ 29. 288 <20.001
HbALIM(Q; »Q;). %] 8.55(7. 30,9. 50) 9.00(7. 80,9. 90) 9. 80(8. 10,10, 70)" 6.988 0.030
TCIM(Q, »Q3) »mmol/L] 4.43(3.75,5.51) 4.61(3.53,5.56) 6.31(5.13,7. 9™ 28. 505 <0.001
TGIM(Q, Q;) smmol/1] 1.57(1.15,2.02) 1. 86(1.50,2. 85)" 3.28(1.90,5.63)™ 27. 144 <20.001
HDL[M(Q, ,Q,) smmol/L] 1.11(0. 98,1. 40) 1. 08(0. 87,1. 21) 1. 04(0. 83,1. 26) 7.241 0. 027
LDLIM(Q, »Q;) smmol/L] 3.03(2. 38,3.70) 3.01(2.09,3. 47) 2.74(1. 88,3.59) 3.069 0.216
ApoBIM(Q, ,Q;) »mmol/L] 0. 88(0. 73,1, 06) 1. 03(0. 84,1, 32)° 1. 24(1. 14,1.56)* 24. 986 <<0.001
24 h JREEERIM(Q, »Q,) g/ 24 h] 0.52€0. 24,0. 75) 0. 44¢0. 30,0. 71) 0. 36(0. 12.0. 68) 3.144 0. 208
REIMQ, -Q;) sppmol/1] 5. 54(4. 53,6, 82) 5. 99(4. 48,7. 50) 6.20(5. 25,9.79) 4,015 0.134
SCrIM(Q, »Q;) s prmol /L] 59. 50(50. 00,72. 75) 64. 00(50. 00,85, 00) 94, 00(65. 00,127, 00)™ 26. 375 <20. 001
UAIM(Q, Q) sprmol /1] 311. 00(269. 00,370. 50) 314. 00(258. 00,404, 00) 366. 00(273. 00,440. 00) 2.610 0.271
FCPLM(Q, .Q,),mIU/L] 2.78(1.99,3.82) 2.40(1.52,3.71) 3.52(2. 33,4.51) 5.016 0.081
RS HE(MQ, -Q;) ,mIU/L] 11.45(6.47,14.51) 11. 59¢6. 69,15. 01) 13.45(9. 70,24. 36) 4. 549 0.103
eGFR(z+s,mL+min ' +1.73m %) 131. 60239, 12 109. 71438, 23° 104. 23260, 22° 6.112 0. 003
LDL/ ApoB[M(Q, .Q,)] 1.25(1.19,1. 37 1.21(0.99,1. 3D)* 0.93(0. 60,1. 2)* 23. 820 <0. 001
TG #HE(MQ, .Qy)] 9.23(8.80,9.61) 9.56(9. 25,10, 12)* 10.42(9. 63,11. 28)™ 40,142 <0. 001

*, P<C0. 05, 5RAATBE PRI AL L E ;" P<C0. 05, 5 LB IR 6 B 4L 1L gk

2.3 TyG #& % .LDL/ApoB *f # Jk J& B & £ K&

84 TR A 5T

ROC £ i 45 R BoR TyG 8 EU T w g 9% &
SR AUC K 0. 795(P <C0. 001), RN 46. 3%,
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LSRR 96. 2%, LDL/ApoB il I 4 IR %% B 9 14
AUC H 0. 701 (P<C0.001) , RELJE N 72.53% , 5 7
BER 43.9% ., TyG B4 LDL/ApoB i I 8% IR % & 95
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AUC } 0. 824, REUE N 67. 10% , 45 R & 84. 60%,
TyG B4 LDL/ApoB i # N G 1 K T 54~ F5 ki, WL
F4.H1,

x2 TyGEBERERFEREXESHT

Model1 Model2 Model3
WiH
OR(95%CI) P OR(95%CI) P OR(95%CI) P
TyG<C9. 22 Ref. Ref. Ref.
TG 9.22~9.71 2. 440(1. 091~5, 454) 0. 030 2.459(1. 091~5. 544) 0. 030 2.779(1.018~7. 585) 0. 046
TyG>9.71 7.990(3. 368~18. 955) <20. 001 8. 984(3. 675~21. 96) <20. 001 6. 337(1. 983~20. 254) 0. 002
*®3 LDL/ApoB 5#E R % & ik #H XS
Model1l Model2 Model3
TiH
OR(95%CI) P OR(95%CD) P OR(95%CI) P
LDL/ApoB<1. 13 Ref. Ref. Ref.
LDL/ApoB 1.13~1. 28 0. 236(0. 104~0. 536) 0. 001 0. 216(0. 093~0. 502) <20. 001 0. 296(0. 096~0. 910) 0. 034
LDL/ ApoB>1. 28 0. 247(0. 109~0. 559) 0. 001 0. 234(0. 102~0. 536) 0. 001 0. 256(0. 085~0. 768) 0.015
x4 TyG $6#1 . LDL/ApoB 3 ¥ bR 7% 'S 7% U 4 4> 47
i H AUC RN RAEEE D PR D P 95%CI
TyG 0.759 10.01 46. 30 96. 20 <20.001 0.686~0. 832
LLDL/ApoB 0.701 1.07 72.53 43.90 <20. 001 0.619~0., 782
TyG—+LDL/ApoB 0. 824 0.56 67.10 84. 60 <20.001 0.760~0. 888
.00 — FEdt, A Bk R 1 MNER-1 BRI KFE B, &
o R - AT i B /N BR PN R 3G R U s A Y R
0751 HE FEA AL R S 7 TR AT 3G 48 4 PR 5 /9 7= A=
- s A 98 3R BE [ - (tumor necrosis factor-as TNF-a) F1
- 5o
ﬁ 0.501 e 40 i/ & -6 (interleukin-6 , 11.-6) 2 4 4iE K 7~ 0] Hi11 Jil
— TyG $5% +LDL/ApoB e , 5]
; B 9 P IS ST A AR A B L O A A R T g
0251 PEBE MR - IR 1 Bl B i A 25 8L, A B Ui fR T
JE AT S O /NG L B A i T J5T A M Y 1) e A7 di
o et B R AN N FRIENS RS RESES

0 02 050 075 1.00
-HRE

B 1  TyG##.LDL/ApoB & FiE+R Bk & T 48 IR %
B/ H ROC & 247

3 it it

BE PR B 1 R AE B A F IR MBURAIER . IR
518 B 45 (chronic kidney disease, CKD) %& 4= B 1
TR S W o0 I A BL GG R @ DDA e [l i
CKD & kA — R 50 0 s B A B 22 AR b A 36 RAGE VH
K- Bk 2R RGN M 0 R B AE 7 R & BURAC
PERR AR L X s AR L T RS R A B AL 5l L
IR R Z IR 1, 9F — B B AR e I & e,
TR X B A 458 35 1 FH A B0 0 = 1 300 - 4 9 19 s
BRI S OB AL ™ Py iy B, X L) it vl 4%
3473 WU 40 B 5 1l B ) 2 R L IR W] B0 L T g

TE53 T /K bR dl il 1 8 3R 52 IR T B 3R B R
B U T e o= G D ol = AN =21 O L i A
15 5 1 B I8 B LA 3-3 ¥ (phosphatidylinositol
3-kinase, PI3K) 122 % 1R / /5 & IR I I ( protein kinase
B, AkO ff 538 B AL HET ./ IR RZE T . PI3K
AR, TC R BTG B A MR A — AR AL TE Al
N B 20 M T 5k, HL 22 24503 Ak 2R IO I A 2 R I
Bl s RAL B FECE BB 5. s
ib SO TR 48 A5 ok B OB R Y 1 00 2= G
HE,

IR 15 HIEACHE bR 2 B 5 R IR LY (Cho-
meostatic model assessment for insulin resistance,
HOMA-TR)" , BF58 & B, 7R3 MR o, FE 4R i >
A5 Z P NFEH AR RN DI Re 4 1 R A R A
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HOMA-IR P4 43 5y 7 51 B+, HOMA-IR 5>
A5 % NTERY 2R 1R B0 B S RE I B oA e, —
TR ARG TyG $8 80/E A T2DM & IR 1 PF4r
fEbn R LI, TyG BB = B EEE 5 K EM
HHEA R, R YT 424 4] T2DM {H 0B IR %
BB E . E B TyG 48 80 1 B3 & b il R %
B T R . ARBFSE M T TG HE S b
PRIR B R AR G . TyG #8501 3 rh g Wit . 22
RAGITFE L, TyG #8405 UACR 2IEMHE, IF A
e I HA T 0 R Z AR B SR TyG K &
L AR SR HERFASITHE X (P<
0.05), TyG $& %10 b5 FR 955 B 7 & 9 19 AUC Ry
0.759(P<C0.001) , Wi 1H 855 .

Jik 5 2 MU E 5 AR R A LDL R K /N A 56
BiAEH /N LDL 5 IR fY A S o8 A 2, A4
T H A RS B AR 48 A5 - sd-LDL f 05 47 M iz e 2 %08k
PR B IR BB, 97 H 5 IR 20 @ EA Y, A
SEBPPESE T sd-LDL kB IR B R B R B
F 2 M HE R (UAER) B 2l 57 52 m (R £, bl %5
UAER W3 MA eGFR B F [, sd-LDL 7K F 52 3 3
FRE R TR RGO AR & B sd-LDL /K-
AALE eGFR & BLIE MG, H 5 B 9% 09 40 4 6,
— IR A 45 R SR I CKD % i LDL/ApoB 5
CKD % A XU 52 140 O, [l sk CKD 1y & A= KU B %
LDL K742 B/ i 3 - , A#F5EiE i LDL/ApoB
KBk sd-LDL 7K, 43087 T LDL/ApoB 58 R 9% &
95 Y AH DG 1, 45 B £ W] LDL/ApoB 5 B R 5 5 05 1
FHIE, 24 LDL/ApoB BB, 05 IR 9 1505 & A= i KU
W%, M LDL/ApoB BXA TyG $& £ DA R 9 &
RFE ROC AUC Hy 0. 824, ¥4 5 T Wi45 b 2oph v 1
WA B Bk A N 6T BE RO R Y kAR B L T
RRE

ZE LRk, T2DM & TR i B IR 9 B 19 &
R R, TyG $8 %k . LDL/ApoB # 5 IR %4 5%,
WA WS TyG #8440 LDL/ApoB K Ik & 4 I . vl LIAG
SACAE B TR R I R A LR R RO 1 12 B RN
5 1000 B AR BT ARAR HlE . E R SR I I R S B v, O TR
I X A F8 A . DL 4 T IOWE DR B R R
B — AR AT LR T 3R IR AR 2.
W TR X AR B 52 5 L DT ZE 2 W5 DR 95 9 & E 1Y &
A AR M RO AR AR T T

S % Uk
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