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Abstract

Objective: To investigate the correlation between the ratio of monocyte/high-density lipoprotein
cholesterol and EDN. Methods: A total of 62 patients with early diabetic nephropathy admitted to
the Second Affiliated Hospital of Xinjiang Medical University from December 2020 to July 2023
were selected as the EDN group, and 62 patients with type 2 diabetes admitted to the hospital
during the same period were selected as the control group. Blood routine was determined by au-
tomatic blood cell analyzer, routine biochemical indexes were determined by automatic biochem-
ical analyzer, and MHR was calculated according to blood routine and lipid indexes. The correla-
tion between MHR and EDN was analyzed by Pearson method. Results: The levels of triglyceride,
serum creatinine, urea nitrogen, monocyte count, uric acid and homocysteine in EDN group were
higher than those in control group (P < 0.05). The levels of MHR, triglycerides, blood creatinine,
urea nitrogen, monocyte count, uric acid, and homocysteine in the EDN group were higher than
those in the control group (P < 0.05). High density lipoprotein cholesterol is lower than the control
group (P < 0.05). Pearson correlation analysis showed that MHR was positively correlated with
EDN (r =0.303, P = 0.001).
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1. 5|8

B PRI B 5 (DKD)2 1 BT 2 RO R e WL AL 3 HERRE 2 —, o 5] e 8 P O ) ey 22
JELEA], 0 28 AR I U 9 (ESRD) e MLERT SR IR [1] [2] [3] [4], 12 B S R Bl 76 2 Rt 57 2% [ o v
MEZE AL PA B . HAT DKD 2Wil) “Ehrifk” =B IER, SR, I6R T/E+ 5 DKD M2 Wi
MDMERZRIZTE, R SR RA G BEEwE iR, w10 451 T2DM B3, i sl
() DKD IR R I H TR EA AR, FIIGRIZH A DKD, 5 28 flvE ks (00 B K [5]. 4 K25
DKD if /23 Tl RIS AR AT I8 M2 Wilt,  H ATZE NG R b FA A B 1 PRAE D 5 00 R 05 15 5 (Early
diabetes nephropathy, EDN){] == 42 Wi i hr %.*ﬁRTLWA(ADA)E’]B&ﬁTHTﬁTaﬁ B R 582 ) BEAL
PR R F/WLET ELE(UACR)E T 30 mg/g, RIWTi2Hr DKD [6]. {EfCEER A SR 5 G ks, g
FRHAZ DKD FIREE G IRAFAE, &% %%%%Diﬂ%éﬂ@ﬁﬁ%%%%&%ﬂ H R RIS .
Fujita 250 70 & IS M SORE 2 S50 DM BB 35 BRI e K It 93 25 (1 1k Jg [ 7 E#ﬁﬁf“%%ﬁmwﬁ\ﬁﬁ
o, R 98 N AR IR R B R 4T MR 1 2 TR B MIL/M2 P4 AR T R #ﬁﬁf“zﬂ%fiifﬁkﬁuﬁx, Rrek
42 TNFa [8], IXFPRFEEA) SORE 1] B WE R HERAE K — AN RO IR B R 3, 8 S0RE /2 B &HH%FEZ
L IR PR AT ATLAR (T A O] [10]0 SRR DA A2 M PRI AL A, R A1) R PR ' A L
HIRI R R R 2 —[11]. M1 EFRAHHAE 2Rk e A A, M2 BRI R B, TE1S 1 R0 2%
R, B KA A DKD #1, M1 A1 M2 E VG40 2 284 1) S 1 n] B /2 DKD A [ B[ 12]. FAZ4H
PR I/ 8 JE R0 20 ok 46 AR A8 A BRI P T R A e vh LA B VR I [13] [14] o B4R AT 7 A= 3 M S 0
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iR VR AR, IR LR AR TR SR A A B R -, (R adE IV P DK B B A A0 R B AR R AT, TR
Gy B KRR B, B A EUMAR T ORI AS R ISR S5 5[ 15] [16]. F3 A W 7t 3 B e % FE g B A IR
[ B (HDL-C) ] LAF 1) 30 Fik sk BE AR AL BB (O TS A [ 171, 76 o L35 008 B 3 PR RS HT R L B ke R b1
FH. AL, HDL-C 0] DAY 55 FOl 4% iz 0 (5 4k 18] H A% 4 5 HDL-C L (MHR) & —Fhr B2 &
TR 7, AT DA e BAZ 24 it 28 i A48 AL N 5 HDL-C 22 [R] 195 28 . MHR IR R 45 S T g &
AJ BEAL T ST B B A% 4 i B0 HDL-C ¥R JE[19]. Kanbay 25050 & I, 88w 7K1 0 BAZ 40 i 11 B0 B4
JKF- ) HDL-C ) bUAE 2 28RE RS K SR REREAL B T 48 A5 [20] [21]. WS CEUERE, 7E DKD M5 B
HEAT A BT 0 TRT DA 25 TR BAE 9% 1 R vl PRk g, 9 mT DACKE FR 3 I TS [22] - SR H RTS8
A MEFR bR MHR (FRLAZ 20 A/ 2 P8 Mg 2 (1 ELE B2 L AE) 55 EDIN FRORH S P IR 78 08 B WL . AT 78105 72
AR EDN 5l 2 BUBE SR B 00IG R Bk, 320 MHR 5 EDN 2 [A] (R AH G 1

2. ENERE
2.1. —RR PR

HEHL 2020 4F 12 H~2023 5 7 A BrssEERER 58 MR EEBGa 1 62 Bl SIS IR Fm B E 1R
EDN 4, 55 HUAHI7E B sti2 1 62 (7] 5l 2 RUBE PR 2635 A Juoxt 48

2.2. PNFRHE

@O £¥& WHO 2 BUBE RIS WbR AL 2 208 IR 38 (HbAle > 6.5%); @ F#% > 18 %, B4R
VU @ R 2012 F3£E BRI (ADA) Hl PRI B BRI R I2 T o [ 8 e DA [ P ok 52 3t
P#H: UACR N 30~299 ug/mg FiE A& A KM, B a2y B0 KPS HE(EDN); @ FRIEEGE, 4%
BRI
2.3. HepRdrfE

© GEGRBEIRIG . HADRFIR IR @ HEIRE 2RI ARE, WHEJRIGERERR 85 =0v8 i A

CEEE; @ BB MEE/NERE K. BWEEEME. SRS e SR R SR, @ S0k v i
PR AR RNRE . MR RGETR ARG, SN EORS . 5 HART™ E AR R G
2.4. ERMGE

IR R : BT 2R — B M R A (S BN HEAT B3, ORI AE . . BMI 13
BEHE TR IPRA AR E . 2R E A5 12~14 h 5, WK E(7:00~8:00) 42 ik 1A JDB3E 44, 111
41 [ (HbAlc). M AHEEEL(TC). Hith =B8(TG) %% M5 5 19 JH B B2 (LDL-C) 1 % J& g 25 1 JE [
(LDL-C). % M5 . WEFTA BE 10 24 N BIBARAS, A7 IRASCEEE FII5E , SR R G G 28 T B 1ot
I (ELASA). HbAlc KM %sbtdaik. Fl4 AahE b o e s oA (e sghs, wimfis. FFohas. B
Bed, FH4e S AR 20 W (AT I B 5, A4 I RN I B FE bR B MHR.

2.5. Gt Ak

AR HTRH SPSS 26.0 Ziit k. HHEREILIIE + bRl Ex £ s) T, BALNISIREA,
EIER AT RTT 225 R PIMSTREAR ) 4050, 58 EEMi T ZAFRHAKRE t ik, AEEES
AT R AES BRI & - B R BRI R AHOCES BT Spearman V. P < 0.05 %R A Gl
o
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3. 858
3.1. EDN A 53R B E R L H BB
PR . BEIRPIRFE. BMI LLEE, &t sl S6, ZRWTLSHRIFE (P >0.05). LE 1.

Table 1. Comparison base

= 1. AL

15 Fle (D) TRFE(HF) BMI
YTHEZH n =62 59.08 +9.86 9.26 +6.92 24.72 £3.05
EDN 4 n =62 59.87 +13.82 10.65 +7.94 25.68 +£3.74

t/Z -0.367 -0.732 -0.892
P 0.715 0.464 0.372

3.2. E{LIRRREE R

EDN ZH 5%t B A4k fabrtb . EDN ZHAIMAEF. JREE. B, Hil=8E. KiK. HH5
R R HDL-C /KFEUEE, 4t BRI EG, 2 3978 it (P < 0.05); EDN ZLIMALEF. JREA
FRZA . Hh = JRER. [FIALE &R KV = T 5 2 EDN 41A9 HDL-C /KPR T 4. I 2,

Table 2. Comparison of biochemical indexes

2. ELEAREEE

TiH X R EDN 41 t/Z p
FEAL ML AT 2 1 (%) 8.48 +1.93 8.91 +£2.51 -0.665 0.506
KJIH [ B (mmol/1) 413 +1.04 4.18 £0.96 -0.027 0.978
H-ith =g (mmol/) 1.72 £ 1.30 1.93+£0.92 —2.541 0.011

LDL-C (mmol/l) 2.49 +0.94 2.52+0.94 -0.262 0.793
HDL-C (mmol/l) 1.19+0.60 0. 95+0.21 —2.934 0.003
R 2 & (mmol/1) 522+121 6.62+2.19 —4.422 0.000
I L (mmol/1) 64.15+16.79 83.54+£29.79 ~4.179 0.000
R 40 L (10%/L) 3.64+1.47 426+2.11 -1.847 0.065
MREAIAE(10%L0) 1.98 +0.64 2.06 +0.71 —0.656 0.513
P (10%/L) 0.45+0.11 0.55+0.20 —0.617 0.010
IR (10%/1) 212.19 + 60.47 222.29 £53.93 -0.981 0.328
SR (umol/1) 300.08 £91.82 368.13 +£92.15 -4.615 0.000
[F) 724 22 Jjk iR (umol/1) 9.73 + 4.64 12.84 +5.88 -3.276 0.001
PR L (mmol/d) 7618.19 £3660.37  7111.21 +3684.87 —0.892 0.372

3.3. RAEIEFREER

PZH ) MHR LE#: EDN 20 5% 4 B & i, AR, MHR Z 56 it = (P < 0.05). L
* 3.
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Table 3. Comparison of inflammatory indexs

3. RAEFEARELERL

2H 5 MHR
XTHEZH n = 62 0.43+0.15
EDN 41 n =62 0.60 +0.27

z -3.361

P 0.001

3.4. &¥E¥R5 EDN A<

Spearman FHGME 3 AT 45 R 7k, MHR 5 EDN 2 IEAH2K(r = 0.303, P =0.001), Hih—=l85 EDN £ 1E
FHK(r =0.229, P = 0.010), HDL-C 5 EDN 2 fifH5(r = —0.265, P = 0.003), JRZE A5 EDN R IEFHX(r =
0.340, P =0.000), IMLEFS EDN £IEA(r=0.377, P =0.000), ¥iZ405 EDN 2 1EMK(r=0.232,P =
0.010), JRER 5 EDN £ IEAH(r = 0.416, P = 0.000), [F 7 bt ZE2 5 EDN 2 IEA 5 (r = 0.295, P = 0.001).
WK 4,

Table 4. Comparison of various indicators in the EDN group

%% 4. EDN A & T4EAREL 45
fekx HM=E  HDL-C JREA MALE g SRR KR EER  MHR

r 0.229 —0.265 0.340 0.377 0.232 0.416 0.295 0.303
P 0.010 0.003 0.000 0.000 0.010 0.000 0.001 0.001
4. Wit

IEAER, W TE I DKD AR 22 20 DR 25 #8225 | 2 B FUE 3 1 08 e B, fF 3 IR 48 BRI 11 Ji BT LA B
XL AE XA DKD MR B A BB S, RRBINGE DKD 77 KPR E . S &k
SV DKD B Bl B fE R 22—, DKD & —Fp 2 MEemi[23] [24]. ML E 5% S5l gt %
E S, 18 OE 22 (613 ML A1 M2 ELGRAH i 22 7Y AT, 1 FLAS M 28 JE 6 AR 15 5 SR AR Ayt e rp i ke
HEREAEH, FREZEE AN 5 B0 IR 3 3 K AR A SO AN A S ACREE R I R R . 3 LA
(RIRIE 7235 % 529 DKD (W& AE AT A1, EShB AR DKD B by R BL,  JOIEAN I /K P2 iR
YHGUHRB LM P rh A TN, RAEA R AT EDN (IS 22 0 8. BT 97 3 W) SR 40 B0 B bk
FEREALHTBEHTE S — AN TR 7 [25]. AHFFE 45 R0, EDN ZH IS B 40 M i T HR A, SrA% 4n i
5 EDN R IEAHDC, BTREEE b IR 5 05 5 58 AL P e R AL 2R P~ W K T B st {1 9 4 FH 51 ke
P B A P AN SAZ AN R R A, AT S SO A R K LA S R, WL P A A R R A ok S T B
RINTHIREH, Sl REYERAE. AWFFE %M, EDN 41 HDL-C fX FX} &4, HDL-C 5 EDN iXn]f
2[R EDN AR 2k P v L] M2 AL 9 335 100 B A 40 MRS B0 Jk P B PO R0 B o s P A 2 B s A A D, TE
BT, RENBIK A IS, B R A M AR R A T T A I B R, AR AR RO VR A e, T
BN RN I R R R R A o e 2 P I 1 R 1 = A B T R R S A S B B R 1 A
B B FFIE AT AT, X — I R RR 9 IR R FA38E 5%, HDL-C 1 HUsh ks RE A0 VR F 3 B B Ot iR
(] i S [ 5432 AR o HDL-C 38 Jok L 1 SR A% 200 FSE A% R3S A A BEL T B A% A4 B PO 2 8 R SR A AR F [26]
PR A L/ v I R I [ L AP (MIHR) & — T00RE 28 PR BR AT 28 48 b 45 G b >R 1) — T AL 4% 1k b &
Yo et — PG LA S A AL BOECIRES 2 TEAE G (o Y fi 2 7792, B FE SR B MHR 7ET0 2 BY%H
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PRI 58 SN bk A — o SR rpl B AR Y [27]. — WU ST DKD &35 1) MHR = TAEE 4L,
FEAJRS MHR A . B A E P HZI008 8 % e bR S5 EDN BRI SR SO 4ol . AT 45 Rk
B4, EDN 41 MHR /& X841, 53R MHR 5 EDN EIEAMSE, MKRECH 0303, ZHHEN MHR
A6 T e TR S SR R o B 8 R0 11— R ME SR AR [ 28] 6

g LR, WEPR el a0 MHR AT 2 BORE R 8 R e 9 RS R B T Re P, 1%
TP EA MM LS BRAER 2 B GRG0 W8 R0 B 00 2GR S i s B
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