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[HZE] B WiHRE T E W 24K 2(decoy receptor 2, DeR2)/JILEF (creatinine , Cr) AR X4
PRI5 B JE 59 (diabetic kidney disease , DKD) #825 B WS A BN . ik IR E 2022 4F 2
F & 20254 1 3 IRIN 2 BT k5 s BE BE (SR 5K s 1 40— A RS BEBE ) WA 14 128 4] DKD SR 1 A5E
X4, 582 1 ik DeR2/Cr FUAE, 31 LAH: Youden 841 (380. 00 ng/g Cr) ¢ 835 70 MK AKFE2H (n=61)
KT (n=67) o RAEBH M —MPORE, AL FERARES R R R I | B AR | B D Reds
PREEIFIEATHI L . PR B AL B I 25 T8 AT 1005 28, th Be Ja BT o A 3 90 SR IETLS A R
FAF B S ARG B, AR B 7 3] (B2 75 A AR B R TS AN B SR 8 o S B TS N B AR B SRS
R, T BT (overall survival ,OS ) , 2R FH Kaplan-Meier 325 il 4= 77 1 2% , Log-rank 6 56 147
HEAFAY T 5 38 3 Cox o 51 JXURS: (BT IR 289 3 A7 52 0 DKD F 5 B IR T A B2 1 & 2B B B ST S B TR 2 5
i FH Spearman A5G/ Hr ¥R I &8 AR 5 BUS M9AH G . G65R WIALER AR M) PR E 4 Bk T
SECERI LR, 25 5 G E R L (P>>0.05) o /K AR R R [ 1. 00(9. 00, 13. 00) 4E [,
8.00(6.00,10.00)4 | 25 B il B# (8. 50(7. 50, 9. 50)mmol/L H. 7. 25(6. 50, 8. 00)mmol/L | Akl 2T
4 11 (glycated hemoglobin Alc, HbAlc)[9.00(8.00,9.80)% Lt 7.80(7.00,8.50)% ] .k il [E L[ 5. 20
(4.50, 5.80) mmol/L Lt 4. 50 (4.00, 5. 00) mmol/L.] . = Bt H i [2. 20 (1. 80, 2. 80) mmol/L bt 1. 60
(1.20,2. 00)mmol/L ] I ALEF (serum creatinine,, Scr)[ 110. 00(90. 00, 130. 00) pmol/L t 75. 00(60. 00,
90. 00) pmol/L ] . Ifil JR # % (blood urea nitrogen, BUN)[8. 00(7. 00,9. 50)mmol/L . 6. 00(5. 00,7.00)
mmol/L ] . il /R B2 [ 400. 00 (360. 00, 450. 00) pmol/L L 320. 00 (280. 00, 360. 00) pmol/L.] . uDcR2/Cr
[785. 40(682. 15,865. 22)ng/g Cr It 372. 15(310. 62,425. 38)ng/g Crl/K -1 i % & TRk 40 (P<
0.05) ; fei % B A% 25 1 BE % B [0. 90(0. 80, 1. 05) mmol/L H. 1. 10(0. 95, 1. 25)mmol/L] . 4 # H (albu-
min, Alb) [36. 00(34. 00, 38.00) g/L Lt 40. 00(38. 00, 42.00) g/L]1 A4 B /N k ik it 2 [ 65. 00(50. 00,
80. 00)mL-min ' (1. 73 m*) k£ 90. 00(75. 00,105. 00)mL-min '+ (1. 73 m*) " |3 B @ A% FIRKF2H (P<
0.05). BT 6, 128 1 3 & AR B ML TS AS R 44 45 41 (35. 16%) , Ta R 4F 83 i (64. 84%) .
KA B F B METE A R 1261 (19. 67%) , T R 47 4961 (80. 33%) , OS2 4(1,6) 4 5 i K-
HEBFE B AN R 3361 (49. 25%) , 5 R4 34 611 (50. 75%) , OS B 2(1, )4 H K F A B
W S A B3 R A R R T K41 (0=36. 459, P<C0. 001) o B TS A R4 3% HbA e
[8.89(7.40,10.60)% Lt 8.06(6.82,9.80)% ] . Scr[128 (101, 138) pmol/L Lt 124 (98, 135) pmol/L] .
BUNIS8.82(7.65,9.07)mmol/L & 6. 74(4. 58,7. 34) mmol/L ] /K- & uDcR2/Cr==380. 00 ng/g Cr Lt
5 (33/45 H 34/83) ¥ 15 T W W5 B 140 (P<<0.05) . Cox [l 443 ¥r .71, JR DeR2/Cr HAf =
380. 00 ng/g Cr HbAlc FFi& . Scr 841 . BUN 411 Jy DKD 3% B IE UGS A BL 1616 B 2 (P<<0. 05) 5
%% Spearman % 2% A1 5& R E0 0 45 S s, DKD S B IE#US AN B 5 K DeR2/Cr & \HbA1c, Scr.,
BUN SR IEMK(P<C0.05), £51%  JR DeR2/Cr HfH & DKD S B ETUS i 4 7 100 IR+, 2k s
FERA RIS US4 . 24 FR DeR2/Cr FE A =2380. 00 ng/g Cr I, W7 A58 I S W I A0 T, 32225 Wb
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[Abstract]  Objective To investigate the predictive value of the urinary decoy receptor 2
(DcR2) -to-creatinine (Cr) ratio for kidney prognosis in patients with diabetic kidney disease (DKD).
Methods A retrospective study was conducted. A total of 128 patients with DKD treated at the
Zhangjiagang Hospital Affiliated to Soochow University (Zhangjiagang First People” s Hospital) from
February 2022 to January 2025 were included. The urinary DcR2/Cr ratio was measured, and based on
the Youden index (380.00 ng/g Cr) , patients were divided into a low-level group (n=61) and a high-
level group (7=67). General data were collected, including age, sex, duration of diabetes, blood pres-
sure, blood glucose, blood lipids, and renal function indicators, and were compared between the two
groups. All patients received routine interventions during hospitalization. After discharge, patients were
followed up for 6 months, and the occurrence of adverse kidney prognosis events was recorded. Accord-
ing to whether adverse kidney prognosis events occurred during follow-up, patients were divided into a
kidney prognosis-poor group and a kidney prognosis-good group. Overall survival (OS) was calculated,
and survival curves were drawn using the Kaplan-Meier method; survival analysis was performed with
the Log-rank test. Cox proportional hazards regression was used to identify independent risk factors for
adverse kidney prognosis events in DKD patients. Spearman correlation analysis was used to assess corre-
lations between each indicator and prognosis. Results There were no statistically significant differences
between the two groups in age, sex, body mass index, smoking history, and drinking history (P>
0.05). The high-level group had longer duration of diabetes (11.00 [9.00, 13.00] years wvs 8.00
[6.00, 10.00] years), higher fasting blood glucose (8.50 [7.50, 9.50] mmol/L vs 7.25 [6.50, 8.00]
mmol/L.), higher glycated hemoglobin Alc (HbA1c) (9. 00 [8.00, 9.80]% ws 7.80 [7.00, 8.50]%),
higher total cholesterol (5.20 [4.50, 5.80] mmol/L wvs 4.50 [4. 00, 5.00] mmol/L) , higher triglycer-
ides (2.20 [1.80, 2.80] mmol/L vs 1.60 [1.20, 2.00] mmol/L.) , higher serum creatinine (Scr)
(110.00 [90.00, 130.00] pmol/L wvs 75.00 [60.00, 90.00] pmol/L) , higher blood urea nitrogen
(BUN) (8.00 [7.00, 9.50] mmol/L. vs 6.00 [5.00, 7.00] mmol/L) , higher uric acid (400.00
[360. 00, 450.00] pmol/L wvs 320.00 [280.00, 360.00] pmol/L) , and higher uDcR2/Cr (785. 40
[682.15, 865.22] ng/g Cr vs 372.15 [310. 62, 425.38] ng/g Cr) (P<C0.05). The high-level group
had lower high-density lipoprotein cholesterol (0.90 [0.80, 1.05] mmol/L. vs 1.10 [0.95, 1.25]
mmol/L) , lower albumin (Alb) (36.00 [34.00, 38.00] g/L wvs 40.00 [38.00, 42.00] g/L), and
lower estimated glomerular filtration rate (65.00 [50.00, 80.00] mL-min"+ [1.73 m*] ™" vs 90.00
[75.00, 105.00] mL-min"+ [1.73 m*]™") (P<C0.05). During the 6-month follow-up, 45 of 128 pa-
tients (35. 16%) experienced adverse kidney prognosis events, and 83 patients (64. 84%) had good prog-
nosis. In the low-level group, 12 patients (19.67%) had adverse kidney prognosis events and 49 patients
(80.33%) had good prognosis, with an OS time of 4 (1, 6) months. In the high-level group, 33 patients
(49.25%) had adverse kidney prognosis events and 34 patients (50.75%) had good prognosis, with an
OS time of 2 (1, 4) months. The incidence of adverse kidney prognosis events in the low-level group
was significantly lower than that in the high-level group (3°=36. 459, P<C0.001). Compared with the kid-
ney prognosis-good group, the kidney prognosis-poor group had higher HbA1c (8.89 [7.40, 10.60]%
vs 8.06 [6.82, 9.80]% ), Scr (128 [101, 138] pmol/L vs 124 [98, 135] pmol/L) , BUN (8. 82
[7.65, 9.07] mmol/L vs 6.74 [4.58, 7.34] mmol/L), and a higher proportion of uDcR2/Cr =380. 00
ng/g Cr (33/45 vs 34/83) (P<C0.05). Cox regression analysis showed that uDcR2/Cr ratio 22380. 00
ng/g Cr, elevated HbAlc, increased Scr, and increased BUN were risk factors for adverse kidney prog-
nosis events in DKD patients (P<<0. 05). Spearman rank correlation analysis showed that adverse kidney
prognosis in DKD patients was positively correlated with uDcR2/Cr ratio, HbA1c, Scr, and BUN (P<<
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0.05). Conclusion The urinary DcR2/Cr ratio is an independent predictor of kidney prognosis in DKD

patients. An increased ratio indicates a higher risk of poor prognosis. When the urinary DcR2/Cr ratio

is ==380. 00 ng/g Cr, enhanced clinical monitoring and intervention should be implemented. This bio-

marker, combined with traditional risk factors, can improve the accuracy of kidney prognosis assessment

in DKD patients.
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R8BI IS AH DGR BIFE o b T RS LR B B . A BE
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DKD &3 i AR fb a5 5% 40 B I D) ReF8 4 i AR
e, DA S CHAE T B R 15/ 7 T A 0 3 R ) R A
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DcR2/Cr Hf5 DKD &5 B IEFUS 19 AHSCHE , IFTF
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[l PR R HL 2022 4F 2 J] 32 2025 4F 1 H R K2
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KRR i d=0. 8, BEAE a=0. 05,5=0. 2, T /4
A 100 BB . R E] 20% (R ViR, AT 40
A 128 B3 o AW ABRUE: (1) FFE DKD 2 WibrifE
B A B R (R EHE A/ Cr =30 mg/g HFF
Ze=341) , 8ufl BB /N Bk 8 i 2 (estimated glo-
merular filtration rate, eGFR) <60 mLmin'- (1. 73
m’)" HRFEe =34 A5 () 4FE R =>18 % o HEBR A%
#E - (DA IF0E PRI B AE R vh 2% | = e IR 255 1IE
SEWE PRI 2V I AOE 5 (2) B0 TgA BRI B i
S5 i R 5 o s At A T M B AR 5 (3) - AT
R T E DR RS O I REAN A IR
RGP el H B R MR S5 (4) IR 3 H N
fifi FH 32 AT BB M PRV T DeR2 K- B9 2590 5 (5) A7 HF
KA BN N A, JCIR LG 58 U9 . A WF5E
223N A o e S B e (TR s T 2 — AR
Be ) (& B 2 D1 2t ol (R i 5. 25G Y YLL-LW-2026-
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Lo —& A Jmad TR I R G R
B —FREGORE AR AR ) A E S E W PRI
TR EP IR IR A TR ey I s s AR sl (R
=100 3¢ H H AR ) o s CGF- 34 4 B AR
V=05 g LtE=>15 g, HAKIEN R =145 ) 45,

2. Tz &R A BEERIE 4T DKD
FRT R A () MOBE G AR B b
K[ H bR 2s 1 1 (fasting plasma glucose , FPG)
4.4~7.0 mmol/L, Hs#E Ak i 2155 11 (glycated he-
moglobin Alc, HbA1c)<7. 0% ], 3% F — FF SUIK 44 -
) 7% i 3L 5 32 25 H 2 (sodium-glucose cotransporter
2, SGLT-2) # i 38 ClnsA 4% 1) B 5 20697, &8
S0 W AR IR R R 5 (2) i R A, A T i
(1 H 3 (Wi =140 mmHg 8% &7 5K =90 mmHg,
1 mmHg=0. 133 kPa) Z5 T IfiL & 55 7K 2= e 46 Jlg 41 o1 55

(angiotensin-converting enzyme inhibitor, ACET)/Ifil
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BBk I 32 1k BH i I (angiotensin receptor
blocker, ARB) 2 245 ) CAnAKAR 5 F) A5 v 30, H s
MM <<130/80 mmHg; (3) ML A5 75, AR & B 8
JIE [ B (low-density lipoprotein cholesterol, LDL-C)
=2. 6 mmol/L iy 83 45 T 7T 25 2454 Can BT 4E ffth
7)), HFR LDL-C<C1. 8 mmol/L; (4) Ik & 541 J5
KAE T, 3R (<5 g/d) MR AR E (0. 8~1.0
g - kgt - d) HE BRI, 5 Y A B (RS 150
min H1AE5R B A E Iz 3l ; (5) IF KhE AL B, 2 TE 3 i
[ H brifiL 21 2 1 (hemoglobin, Hb) 110~120 g/L ] .
fiff S5t 2L , k(R E 25 . B S Ak S e 2
BRI GEE 2R (BH 1K) AREIEIT TR,
B R T it ) — 250

3. B EmAAEN TAREABRKHER
SRS MR K AL , A /i Cr (FPG V&5 2 hifit
B HbA1c LDL-C . il 4 g L 7e (Hb . N 2 MR &AL H
T i 1L PR iR (serum uric acid, SUA) . Alb 238 17K
-5 IR B SCAE T 3t BEBR | 1000Xg 5.0 15 min, B |
THWE-80 CREAFFIN . R HIWEEHK fo g8 M R g ik (I
T B A Y B A R A | B S . 48T, 585 - ml-
E2870) K I JR 5 H DeR2 B9 7K, $4E /™4 $2¢ iR 10
NG UL AT o REHEUCRTIN 12 [F] 20 A i i &
FL(n=3) .25 FXF HE K BHAE X R 0 DA o il £ 40 G
FE=0.99; # [F] —FE A B 5152 4G 0 8 22 S5 M 0o
10% , V) = 3 A i LRI ER AR v v . R I BRI
AT IR VR s B RV 4 1) 52 ) K PR DeR2 7K SF- B LA
PR Cr K-F#E 47 bR AL, 3158 uDeR2/Cr(ng/g Cr) o
[ R 24 h PR 1 iR 2 A (blood urea nitro-
gen, BUN) | Ifil JLEF (serum creatinine , Scr) %5 45 #5 -
eGFRE A MDRD A= 15,

4. 448 IR 128 6l R uDeR2/Cr 1Y Youden

B, DA Ry SR S8 35 53 AR K- 2 R s 7K -4

HT AR uDeR2/Cr 7K 2238 1R I R 9Tk S
JUE 19 A 0 o

5. M5 BTG R RFS BEBRER
Y6/ (ZE 202547 7 31 H) , 1128 iE R4
s 0 ok B I AR ARIR S B S AN R
AR FAFE N (1) Ser B8 H LI N =50%; (2) ¥
J& 2 ESRD[eGFR<C15 mL min"+ (1. 73 m*) "' | m{{ 2
ZENERAGRTT s (3) BB RSO A e,
2 Crifs 30 H N 2 UK 22 5 <<15%, P 3h # HEBR B
U BRSO (o AR B T 10 B) 2 15 A B I TS
AN B FA B B 5 B SRS AN R 2 AV E TS
R 2« B IS AN B4 o e DT I 1) & 2B B R —

ANRFE BT IEPUS R4 A BEVT R R & A
RPEE iz TR R

6. % & & B (overall survival,OS) & L. OSE
SO R F AL (1712 DKD 90 A RIS ) & A 4
B TS AN R =, s B AR R BE VT # L H (2025 4F 7
A 31 H)RESTE . X5 TR AR & AR B3R
B, OS LRI BE YT A 6 T & AR R R
B, OS LIS AR R

= it FFik

N SPSS 25. 0 GE iR AT B AR b . FF S
IEZS A0 BT R DL 2bs 6o, A1) Eb 55 R FH
SEREAR (KB s ANFF A IE A B R SR M
(Qi, Q) 7w, Al L% Hl Mann-Whitney U £
5o HELBER LB (%) R R R g . SR
Kaplan-Meier 1 22 il 4= 77 i £k , 21 18] Fb % F Log-
rank K495 o >R FH Cox Hu9] KU [RTH A Y 3047 22 R &%
SEHT L T HR B2 95%ClL i 326 52 W DKD #8355 i
T Bk ST fa R R 2R SR T Spearman B AHIC 73 AT AH
SRR R R B TS N R A DG MO R B
18 2 X AELAE 0. 3~<20. 5 Z [ AR FE A G, 0. 5~<<
0.8 FH ARG, =0. 8 M A G, P<<0. 05 %R
ZSFHA G 2EE L ARG T A WS 1 T
SEREMERZ A R Y I OC B Im PRAE b | S5 50 2 K5
K BETTES R BAR B o X Tl DB R DB e ) ik
FAH R ZH AT RME AT IAN  DURIIESE T 430
SR SRMEE . A GEit AT B T e s A A
56 o

# R

— .uDcR2/Cr 5z 4% 4 W7 18 64 4 T

Z R E BEVTE L B IR B A AR A DU
FE AR (GZ=1,%=0) IREZ &, LA uDcR2/Cri%
SEAE R A 56 AR i, 22 7 U A2 TV RRAE il £
(receiver operating characteristic curve, ROC {££) .
ROC 128 4347 b7 , uDeR2/Cr #ill DKD £ 3% 15 ik
WG A B A<k F mifH (area under the curve, AUC)
H10.708(95%CI: 0. 621~0. 785) , i iz Youden 48§ %k
1 & uDceR2/Cr 1Y S AT {E 4 380. 00 ng/g Cr,
JEJE N 79.17% , ¥ 5 B2 R 58. 65%. MRl e FE AR KT
{EDKF HB 43 AR K - 4H (<2380. 00 ng/g Cr, 61 f4i])
HITE K2 (>380. 00 ng/g Cr,67 4] . (K 1)

= B KR A AR AROK T 40— A TR AR

i KCP2H B E B R R \FPG \HbA1e  TC,
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0.8
0.6
!
=
= 04t
AUC=0.708
021 95%CI: 0.621~0.785
P<0.05
i 74 : 380.00 ng/g Cr
0 0.2 0.4 0.6 0.8 1.0

1R
T :uDeR2/Cr by IR 95 52 4 2/ LT L AEL s DKD A4 B B Ik
Bl s ROC 2k 32 1 TARRHE M2k AUC gl 2 T IR
Bl 1 uDcR2/Cr Hilill DKD &% B IEHUS A R A ROC ik
(n=128)
Figl ROC curve of uDcR2/Cr for predicting adverse kid-
ney prognosis in patients with DKD(#=128)

TG.LDL-C,Scr,BUN,SUA ,uDcR2/Cr 7K - %
I H 95 52 34 4 3 TR P2 (P<<0. 05) 5 1 %5 B
Jg & H H [E % (high-density lipoprotein cholesterol,
HDL-C) | Alb., eGFR #J #] & % T ik 7K ~F- 21 (P<<
0.05) Pl AEWS MR R HE B0 AR S Tk
W LA, 22 RIS L (P>>0.05) . (3R 1)

= BRI T 40 B B IR TS M LR

B 6 4~ H HWATE], 128 491 £ v % AR B EBUS A
R 45 6] (35.16%) , 5 K 4 83 17 (64. 84%) .
AR 2H 8B B B A HUE A R 1261 (19. 67%) , iR B
It 49 45 (80. 33%) , OS B E] Ky 4 (1, 6) A H 5 i 7KF
2 EBE B ETIS N K 33 4 (49. 25%) , TG K 4F 34
1 (50. 75%) , OS B[] Ky 2(1,4) 4 A o ARk 40 5
B TS AN RS kAR BT R KP4 (=
36.459,P<20.001) . (& 2)

W KRS RRAL FIETUS R AT EE —

FE R #Jrééﬁ[ﬂ%\#fr

HEZESN R, BEWE AR EE
HbA1c,Ser .BUN uDcR2/Cr %5 & F B BE 5 B 47
ZH (P<<0. 05) 5 T P 2H B8 5 4 DR i s 7\ BMIL Wi 4
JE &3k IE .FPG . TC. TG . Alb .eGFR [t # , 22 7
it L (P>0.05) (£ 2)

A .DKD & HFFFUs REFHMAMERES
FIKAL

LR B R0 fS AN B S5 R A 1 0 o DR AR
(), ZHE=1, KR EAE=0, KRR hh 2R A5
TR AR Ry A8 (X)), i 17 2 & Cox
Fb A1) JRURS: (|1 53 A o B 22 S E 40T uDeR2/Cr

R FKCPAUAMEACF 4L B — ORI HE 4K

Tab 1 Comparison of baseline characteristics between the high-level and low-level groups

miH A4 (2=61) KA (n=67) U/ M Py
EI (% Tts) 56.32+8. 45 57.1849. 02 0.555 0.580
B4 (%) ] 33(54.10) 35(52.24) 0. 044 0.833
BRI R (4F) 8. 00(6.00,10.00) 11.00(9. 00,13. 00) 3.257 0.001
e I A S L (%) ] 28(45.90) 42(62.69) 3. 630 0.027
W AR s 461 (%) ] 12(19.67) 15(22.39) 0.142 0.707
i (4 (%) ] 10(16. 39) 13(19. 40) 0.196 0.658
FPG(mmol/L) 7.25(6.50,8.00) 8.50(7.50,9.50) 3.568 <0. 001
HbA1c(%) 7.80(7.00,8.50) 9.00(8.00,9.80) 4.231 <0. 001
TC(mmol/L.) 4.50(4.00,5.00) 5.20(4.50,5.80) 3.785 <0. 001
TG(mmol/L) 1.60(1.20,2.00) 2.20(1.80,2.80) 4.012 <0. 001
HDL-C(mmol/1.) 1.10(0.95,1.25) 0.90(0.80,1.05) 4.327 <<0. 001
LDL-C(mmol/L) 2.80(2.40,3.20) 3.50(3.00,4.00) 4.156 <<0. 001
Ser(pmol/1.) 75. 00(60. 00,90. 00) 110. 00(90. 00,130. 00) 5.214 <0. 001
BUN(mmol/L) 6.00(5.00,7.00) 8. 00(7.00,9.50) 4.763 0. 001
SUA (pmol/L) 320. 00(280. 00,360. 00) 400. 00(360. 00,450. 00) 5.028 <<0. 001
Alb(g/L) 40. 00(38. 00,42. 00) 36. 00(34. 00,38. 00) 4.875 <20. 001
eGFR[mL+min™+(1.73 m?)™"] 90. 00(75. 00,105. 00) 65.00(50. 00,80. 00) 5. 896 <20. 001
uDcR2/Cr(ng/g Cr) 372.15(310. 62,425. 38) 785. 40(682. 15,865. 22) 6.784 <0. 001

1 FPG 278 JE b s HbA1e ML LT 8 1 s TC S B IHE B TG oy =

I Hh s HDL-C O i % B g 2 (1 IR 85 LDL-C IR B R A 1

JIEL #1852 5 Ser Ay i LT s BUN W Hfil R 3R 40 SUA N LR AR s Alb S FIEE 15 eGFR A3 B /NBR B % s uDeR2/ Cr 4 FRE IR Z 44 2/ WUBF LUAH ; %

P ABRERTESD, 220 M(Q,, Q) 6
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Fig 2 Analysis of the Proportion of Patients With Favorable

Prognosis in the High-Level and Low-Level Groups (Kaplan-
Meier Survival Curves,n=128)
(X1) <C380.00 ng/g Cr=0, =380.00 ng/g Cr=1;
HbA 1e(X2) IR EHRCA ; Ser(X3) FIHEHR A 5
BUN(X4) i A A

X % DKD # & KIS R B Fe AR £ A
M B & 4

PLJE 75 K AR B SIS AS R g5 TR 6 o B
K2 o 22 A Ge it 28 U722 i (HbALe Ser,
BUN JeuDeR2/Cr) 2 28 5, 47 2 FK Cox [t
B RS (BT 44T, 285 5 ik /R uDeR2/Cr=380. 00 ng/g

Cr HbA1c FF . Ser 38 BUN 341> DKD g4 &
WETRUG AS B fE B R 28 (P<<0. 05) o (6 3)

£ .DKD & F BIEFE R B 5 &38R 48 %4
5HF

2% Spearman 45 2 AH OC R B 40 A, 45 2R R
DKD & # B U5 A R 5 uDeR2/Cr .HbA1c . Scr,
BUN # £ 1FE A 5% (7=0. 780, 0. 679, 0. 482, 0. 253,
P<<0.05).(5£4)

Wit

ARAFFREE R W, = 7K T AL R T PRI FE |
FPG .HbA1c,TC. TG .LDL-C,Scr,BUN,SUA K
uDcR2/Cr 7K -3 5t 2 i TAR/KAF-2H (P<<0. 05) , Tl
HDL-C ., Alb #l eGFR I B} & Ik TR /K *F- 2 (P<<
0.05), #&7~ uDcR2/Cr 48 /5 1) 85 B AR A L B )
AT 22, B I BB 9 B 7 R il b A i
Al Bl 8 2 A S I 0340 ' O 7 A Rz 4 L ) R B
i G A M A AP TR FRER S5 R Y F R —
. LDL-C Jh e nl A i fiig B TRV IUE , 51 & 9 i
N AR AN 3. BT 6 S R, 128 151 J & 45
B(35. 16% ) 837 K A B E TS AN B 44, fIKF- 21
BE KRN 19.67%, = KA B FH L ERN
49.25%, HAKZKF-41 OS B E] B4 (P<<0. 05) o fi7K
V- uDeR2/Cr A BB Sz W B ™ 5 ) 4 i B8 A 92 25 L.
300 3 R4 4 L O T AR A S I AR A . A
5% uDcR2/Cr {8 (380. 00 ng/g Cr) 5 F #5 k&)

®2 BEBUGARAS BBV R EH —BOR S R 7

Tab 2 Univariate analysis of baseline characteristics between the kidney prognosis-poor group and kidney prognosis-good group

Wi H B WE TS AN B4 (2=45) B RS R A4 (n=83) U/ 8 PiE

BEBR R FE (4F) 10(5,15) 6(5,11) 0.556 0.578
BMI(kg/m*) 26(24,29) 26(23,28.75) 0.643 0.520
Wi e (mmHg) 125(118,132) 123(114,135) 0.991 0.322
&5k (mmHg) 78(73,85) 79(73,85) 0.536 0.592
FPG(mmol/L) 6.75(6.10,7.77) 6.69(5.51,8.56) 0.972 0.331
HbA1c(%) 8.89(7.40,10.60) 8. 06(6.82,9.80) 4.178 <0. 001
TC(mmol/1.) 4.32(3.49,5.22) 4.21(3.40,5.01) 1.503 0.133
TG(mmol/L.) 1.80(1.25,3.00) 1.81(1.49,2.35) 0. 645 0.519
Scr(pmol/L) 128(101,138) 124(98,135) 3.074 <<0. 001
BUN(mmol/L) 8.82(7.65,9.07) 6.74(4.58,7.34) 3.677 <<0. 001
Alb(g/L) 30.90(22. 83,38.30) 42.85(33.80,56.32) 0.518 0. 604
eGFR[mL-min"+(1.73 m*)"'] 58. 45(38.90,67. 40) 75.75(53. 80,94. 60) 0.598 0. 550
uDcR2/Cr 12.257 <<0. 001

=>380. 00 ng/g Cr 33 34

<380. 00 ng/g Cr 12 49

1 BMI R TS E FPG 25 @ ILFE s HbA e BT & (5 TC SRy B H L ; TG A —BEH 0 ; Sr A IUILEF s BUN il JR Z % Alb 4
U 5 eGFR VAR BNk B I % s uDeR2/Cr R FRE I 32448 2/ WLEF LA 5 1 mmBg=0. 133 kPa; B X BRbRESN, ¥ M(Q,,Q5) o
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3 DKD E& BMERUS A K19 Cox Hfi XU 113534
(n=128)
Tab 3 Cox proportional hazards regression analysis of poor

kidney prognosis in DKD patients(7=128)

Wald HR 95%CI

WHE  pH SEfE PAE ——
i el i FR LR
uDcR2/Cr 0.839 0.296 8.125 0.003 2.315 1.326 4.042

HbAlc 0.929 0.238 15.235 <C0.001 2.531 1.588 4.035

Scr 0.457 0.123 13.733 <C0.001 1.579 1.240 2.010
BUN 0.326 0.126 6.659 0.001 1.386 1.082 1.775
1 DKD 8 BRI B JUE8 9 s HbA 1e B4R I 20 2 191 5 Ser Sy i
WLEF s BUN A IR A s uDeR2/Cr 4 IR U 324K 2/ LT U AR
F4 DKDEHBFNHG A K55 hR A ME 0
(n=128)

Tab 4 Correlation analysis between poor kidney prognosis

and various indicators in DKD patients(72=128)

A r{H P{H
uDcR2/Cr 0. 780 <0.01
HbA1c 0.679 <0.01
Ser 0. 482 <0.01
BUN 0.253 <<0.05

1 :uDeR2/Cr Ay JRE SR AZ 145 2/ LS LU 4B s HbA 1 Ak i 4178
£ 5 Ser 4 I ILEF s BUN Ay JR 2 4
PR AEAEE R N2 5, SRIIFR A (AR L I ) A
FERRIE (5 DR AR ZE L o B 0 1y ) S 1o A
(% Ser I 509% Mot MUV AET) A, 727 [ DKD
Nl R RA B S R . ROC fhZe i
/R uDeR2/Cr 5 AUC H7 0. 708, Tl il 24 GE 5 IR 11 5
/U O ARRH AT, — 5 3565 P 8 oo 00 ofe i 14 , 9
78 TR PR AR 1/ WU ECARL A AR SEAR S T
DKD & & B IE 95 28 6 WP A BRI R 52 A
{H'"". DeR2 J& T I SR 5 [H 52 14 8 5 1 1
FEZ G TS RAE RN, B E 2 R AT
i @it , 72 DKD 15 PEAS o 0y i T 588 20,
uDcR2/Cr A2 DKD ‘B E 75 1958 B R A= Y bm s
Yy, e R IR HT R E 5 I RER R M
PR F K Cox 14 &2 7, uDeR2/Cr=380. 00
ng/g Cr LDL-C F+ & .HbAlc F+ & | Scr & BUN 4
I DKD &5 B WERUS A B0 7 il R 3R (P<<
0.05) , HEMREIBFLH] AR :uDcR2/CrAE R i & B (K
I v e A IR R A 1A G R 12185 S G
PR P T s A% R T kB 8 AR R, H 5 Ser,
BUN £ IEAH 5 (=0. 780.,0. 253, P<<0. 05) , LDL-C
Th v 38 ik 4 AR AR % B2 i 4R 1 (oxidized low-density
lipoprotein, ox-LDL ) /# £ Z A AL AR %% B JIE 21
Z AR 1 /75 P 4 (reactive oxygen species, ROS) #i1

NOD Ff3Z AR IR 1145 F 30AH OC8R 1 3 ROAE/MA , 12
i ZR BB A B G 5 M 5K, 5 uDeR2/Cr 522 1EAH
XK (r=0. 308, P<<0. 01) , FF M ' h Jik ok B A Ak K
VANS2 =1/ S U N VT s sy 1 g T U AW R VA Y VA
FEUB B E A% 45 T AE N AR 10 4R R 3, R I
Wi 25 Z2 JURE I U AR IR AR, S B /N ERIL I R
JEAFR AR BFSE RS, R R IR 5 S 00 2 Wit
el As 25 “ARBHEAC " BG  ABFgE b, B
Ji N B 5 HbA1c (r=0.679, P<<0.01) & Scr (r=
0. 482, P<C0. 01) b ARG, $ 7R 3 i A 42 i A 1
HOFTIREAN AT R T AR PR T A IR
AR AR o5 P AE A T BB 107 PN B I e,
% B AR B2 BE 111 . HbA e Fh i B e 1 0 i A 4
A R, 2338 B E B AL 24K 7 ) (advanced gly-
cation end products, AGEs) & F A 5 A6 07 3 33 7 6
BB REDeT [, AGEs T 175 5 B /N b e 20
JHT, FRARH G IR ZR  Cr i HEMBE 1, S AW 52 h
HbA1c F} 5 £ B BUN, Scr F 5 19 45 5 — S (P<
0.01) o I A 38 2o 2R AR HL 7 1% 38 55 A8 il 2=
ROS, A AP0 B /NERUE S BRI T34 hnd B . AHE
58 H HbA1c 55 uDcR2/Cr & IF Ml 56 (7=0. 189, P<<
0. 05) , 35 7 I A 4 il AN B o S8 Pk R 8 ) DeR2
FEIRTE IR . Ser A BUN Fh = i e B /N Bk g
IR TR, m K4 B eGFR 3 PR (P<<
0.001),Scr 5B MEUE A R 2 IEAE(=0. 482, P<<
0.01). Scr .BUN Jt il i JREFAE B R & FUME R
ik SRR, SR N B S TR R B T RE T -
B2 # AP G ETE IR B AS
T, HbA1c FF i 158 AGEs- Wi L L 2K P2 ) 5%
A5, L LDL-C % A& 1 ; ox-LDL 3 I & 4E
IMESEHE DeR2 33K, J5 # N £F 44k 2 Scr . BUN
FHE . MM Hr R uDeR2/Cr 5 LDL-C (=
0.308) \HbA1c (7=0. 189) . Scr (7=0. 153) ¥ 12 1E #f
K(P<C0.05) , $E/R B A M8 PR FE R

AT SR BRAE: K Stk I )« (1) A5 by By
WFFE AR, TR /2 , BT 2 s
REEAATREEDTSY 5 (2) BT 6 A H e LR B
IR R HEIUE K E 5 AR IS W E s (3) RIX 4
DKD 4330 K W41 53 B, 80 2021 B AE 5 2l 35 42
BRTIE B AEST )2 5 ()R CrAZIE , il BEAF7E I
o, IS AR IE IR CE2 T A IE; (5) K
IS DeR2 43 FHL , HEIEE A 40/ 3h ) S S 1)
O 0 % (6) RV SGLT-2 15 . ACEL/
ARB %5 i 4 uDeR2/Cr B 50, #EWUT A ¢ T
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