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FICKD 5 W1 7% DBP /K- B WA 113 DBP 5 CKD AHSCIG R AR 2 T Fh it AT BH B A AHSCME o 525 A I R AU Tt
FEFY A AR PRSI KRR R A RS AL U B IR ) [ 321038 TAERRE #2814 i 28 T R A (area under curve, AUC) =
0.917,95% CI:0.849~0.985, P < 0.001 JAH LY , Z5 -G 1l PR AU TR 1Y B (4745 500 PR . DBP 2 5 & IR E5 4k, . =5 & H PR
J%5) (AUC=0.942,95% C1:0.894~0.991,P < 0.001) 34 il T I3 DBP X — WAz i, 3Bk 1 Wil CKD AY-Z 380 TAERHE 2k
AUCFIFERJE o 518 1 134 DBP /K F-5 CKD (& A A AHSCH: . B9 il 3 DBP X — il A8 & , 7] i} 2 HeE A M CKD Y%L
fit, A Bh Tt CKD IR fE g .
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The correlation between serum vitamin D binding protein and chronic kidney disease
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[Abstract] Objective: This study aims to explore the relationship between serum vitamin D binding protein (DBP) level and the
occurrence of chronic kidney disease (CKD) , further establish a clinical risk prediction model for CKD and evaluate its predictive
power for CKD. Methods: The patients who were hospitalized in the department of nephrology between March 2020 and September
2020 were selected. The serum DBP levels of the patients were detected by the ELISA method. The relationship between serum DBP
and CKD related indicators was anacyzed. And the clinical data of the high DBP group and low DBP group were compared. A clinical
risk prediction model including DBP was construct and its effectiveness was evaluated in predicting the occurrence of CKD. Results:
Compared with the normal control group and CKD stage 3 patients, the serum DBP levels of patients with CKD stage 4 and CKD stage
5 were significantly lower. Serum DBP and CKD related indicators and interventions have obvious correlation. Compared with the
comprehensive clinical risk prediction model A (AUC=0.917, 95% CI: 0.849~0.985, P <0.001) , the comprehensive clinical risk
prediction model B(AUC=0.942,95% CI:0.894~0.991, P < 0.001) increased the serum DBP as a predictor variable, and significantly
improved the AUC and, specificity for predicting CKD. Conclusion : Serum DBP decreases significantly in CKD 4-5 stages, which are
correlated with the occurrence of CKD. The addition of the predictive variable of serum DBP significantly improves the predictive
performance of the model in predicting CKD and helps to screen high-risk patients with CKD.
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PR IE DA e N\ 2R D &S A AN
JEAE A LR R I — 5L 23R R 5
FEAMEREARNY, 4i4: Z D454 H A (Vitamin
D binding protein, DBP) , tWF% A Ge-EREE H (GC-Glob-
ulin) , E—FEEAL K o-BRE 11, K/NA 58 kDa, DBP
AL AT Lz fn e 2 D XHACHT =9, d BB %
G JET LA S BRIR SIS G-Il 8 (A5 D RE

CKD A58 fE 7442 R DI EL= ", DBP1EN
e R D BRI, 7E CKD I & B &2 55
Wi, B ATFEA READCHTE . B A 9T & BTE
i = O b o A LA I TR L T DBP K-
KA A B HEE DBP 1 CKD Al BEAETEAH G
PEo AWFFE I 430 1 X BRAL AT CKD1~5 3 i3
113 DBP /K255 35T L3 DBP /K-F-5 CKD A
FAEAR AN, 9045 7 A5 DBP () CKD I R K
6 T AR | I %o FL T AL e MEAT VR4, S CKD Y
[N Rgie =

1 XN&InFE

1.1 %

BEHX 20204 3—9 H B mt BB ff I 1 0% I
B NBMEBE YR 1101, Adkbnif: OAFIE 18~
754 QBT HIE R B AT, HEBR AR : D2 i
143 (acute kidney injury, AKI) ; @ R FH TG PE4E 4= = D
Tl PYTR A 2E WL AR QMM 5 @)™ H K
B OB WAL ; @ RGEMEVERFEAE ; O™ = 1y JHIE
PN ; @ B IR —RAF LI 22 . HEBR 27 Bl J5 , A BF
FEILI LTS N ARER S 83 441, DR S e i
fff (enzyme linked immunosorbent assay , ELISA ) % i
I £ I DBP /K-, ISR J 3 1 i PR N 2 16 28 4
bR, 2347 DBP 5 CKD A8 PR 95 & , 22 DBP 12
W CKD #3238 & T AE R 1E #l £8 (receiver operating
characteristic curve, ROC fH£E) , iR ¥ ROC fh £k it %
il FLOEH HE #4345 DBP 41 R DBP 41, LA
DBP ZH A Ik DBP 2H A8 5 (9 Im PR %8k} o 48 40 3%
DBP [l PR RS T 452 84 I F-Aik L5030 CKD % A
MIRRE . AT FE 28 1 ¢ BE R R B 39 5% 2 B 42
HIZE L 2AIEE(2019-SR-022) o
12 7&*

ISR — AR B m R GORE : AR , P51, 2
AL, U3 A R P AR, 2 A £ 40 A
RGN, R BAFTEMAE 516, O IR ES 1L,
Ty R AH O VF M 48 B3« 1L VE LT (serum creatinine,
Ser) , Ifil )R & % (blood urea nitrogen, BUN) , B2 fa# Bk

5 H (B2-microglobulin, B2-MG ) , B /NERE 13 & (glo-
merular filtration rate , GFR) , JR & (uric acid, UA) , Hi
IR 5% B i Z (parathyroid hormone, PTH) . T HEAH
KPP bR« N E IR FE L #41F (alanine aminotrans-
ferase, ALT) , K| 1& AR B I E4 F2 I (aspartate ami-
notransferase , AST) . HAWMPEMHEHR : 045 , 15

CKD J& By 745 B J5L PR 5 | A 44 7k FRAS 7 3
(1B IE LS A BN BB S 0 o MR M - Bl 4
BRUS " 2H 21 2012 AR5 Af 14 A8 e B T 1Ak A
EHMIGIRIEIZT TR (KDIGO 201295/ ) , A
58400 : OIEH XL, GFR=90 mL/(min+1.73 m*) H.
B IEZ5 F A BB IE s @CKD 4, f3.4& CKD 1~5 1
B i OCKD 11, GFR=90 mL/(min-1.73 m*)
P B IR SE A R R S, Rt IE] >3 5 @
CKD 2 ], GFR 4 60~89 mI/(min-1.73 m*) ;3 CKD
38, GFR 4 30~59 mL/(min-1.73 m*) ;@ CKD 4},
GFR A 15~29 mL/(min - 1.73 m*) ; & CKD 5 ] ,
GFR <15 mI/(min- 1.73 m*) . AHF5E 3R 3 F4
L ArE - (D83 i 8 5 43 A P AL, T %) B 2H Al CKD
41, @83 R34, 1IEH 4 i+CKD 1941,
CKD 2~3 141, CKD 4~5 141 . 83 il i # 434 6
4, IE X IR, CKD 1 #3401, CKD 2 #i41, CKD 3
24 ,CKD 4 4 F1 CKD 514 . GFR iT5 kg
P B IR 95 721 19 24 PIMYE (chronic kidney disease epi-
demiology collaboration, CKD-EPI) J7 #£ . 5 bR IfiL
FE 12 W A - 5 1L %S UA 7K F > 420 pmol/L, &
P > 357 pmol/L,

ABES 2 KPR A BEE T INARAS . FRA
W4 J5 30 min YL (2 500 r/min, 10 min) , 5335 T
1 mL EPE 1,80 CH A7 M o R ELISA LI 2
1fiL3% DBP, &7 4 (Catalog Number DVDBPOB)H H &
[l R&D SYSTEMS 24w 4% MR & W] A
1.3 %it5sE

ARWFIEGE T 5 AT R I SPSS21.0 #: o AR M IE
oA B SR R BB 25 (3 £ ) 3R,
20 [8] Ho A R FH M S7REAR (K656, 22 20 R A Y H g
R I7 2000 o THECHEOR B AR 9 B0RER H AR 5
Hor 3R, L] FLBCR ] Pearson s 77 46 56 1§
REER TR g o R 1RO 5 1E 28704 1Y 50RER H]
Pearson AH ST , X T A 73 A A< 1 A0 TR 4R
B H 55 932 7R 19 %8 8L R FH Spearman Bk A ¢ 43
Bro ZHE Logistic [7] A4 E I R XU T AL , 1]
ROC 12 T i 2 (area under curve, AUC) PEAY Il IR
DRSS Pt A 3R ) O A4 e . P < 0.05 h 22 A Gt
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Table 1 Correlation analysis of serum DBP and clinical
2 & R indicators
2.1 ik DBP AR ik 2t rfii P{A
oo N 3 -0.24 .024
RBFGCIATA S BLLH R AL oo
. g H: ' '
(18.1%) ; CKD £ 68 {41 (81.9% ) : H:H CKD 13 4 ] i 0290 0,008
(4.8%),CKD 2416 51(7.2%) , CKD 341 1541 (18.1%) P 0441 <0001
CKD 434 15(4.8%) ,CKD 5139 1 (47.0%) . 83 A ~0.340 0.002
G LS DBP (M (170.69+52.87) pg/mL, 1E YN AR ]| E S ~0.474 <0.001
Xif BEZH T CKD 45 1 58 % 1L 3 DBP /K F- 43 51 oy « 1E Jlikeg=21 -0.159 0.151
WX BEEH (205.84+24.45) wg/ml; CKD 131 (209.88+ IR 1Y, -0.381 <0.001
7.66) pg/mL; CKD 2 # (183.76 + 21.90) pwg/mL; 120 PRI ML 0.167 0.132
CKD 311(193.83 + 52.57) pg/mL; CKD 4 1] (133.31 = BUN ~0.295 0.007
Ser -0.257 <0.019
15.84) pg/mL; CKD 51H(146.07+55.21)pg/ml, 51E ChR 0,404 0.001
3 N [ . <0.
O B L, CKD 1~3 3918 8 3 e it 2 25 5 BIMG 0,140 0.430
(P<0.05); 5 CKD 3 4kt , CKD 4 ] F1 CKD 5 Y] AST 0240 0.029
SEE I DBP /K- W 2 AR (P < 0.05, 1 1) . 155 0.333 0.005
300 - ik 0.090 0.460
e iR -0.026 0.831
:a 2004 o PTH -0.014 0.960
E: t
= 1.0
= 100+
0.8
O T T T T T T
CKD %
5%t H41H, P < 0.05; 5 CKD 3 H,*P < 0.05, I 041
1 CKD1~5 #1155 DBP 7K
Figure 1 Serum DBP levels in 1~5 stages of CKD 021
22 ARERHHLER
I ¥ DBP 7K °F 43 il 5 & B AR IS | vE 0.0 ' '

Ser BUN, & A A FE UL L 5 0l T RARES 1k , 2 A
FHEE A NAEZE AN M A B VR E 25 S AR G
5 GFRALT AST UMLES /K- 2 IEAHR (R 1),
2.3 VA DBP K- CKD & 4 69 #i18

T 224 ROC Hh £k B 1L 3% DBP X} CKD [1)5%
M P2, 25 % B, 1ML DBP Hiill CKD & A= i) AUC
4 0.752(95% CI:0.635~0.870, P=0.002) , R & Ky
0.632, K5 0.733, ZP5 45804 0.365, 1fiLi DBP
T CKD () e A1 FHE (cut-of ) A 161.40 pg/mL,
LR ILE DBP AR T 161.40 pg/mL Y EE S &
A CKD(&2),
24 CKDARE4#DBPARFEH&HA

FRHE .35 DBP Tl CKD % A= 18 AR I AR 4%

0.0 0.2 0.4 0.6 0.8 1.0
1=
AUC 4 0.752(95% C1:0.635~0.870, P=0.002) .,
E2 DBPiZi# CKD % 4 ROC #iZk

Figure 2 ROC curve of DBP diagnosis of CKD

475 DBP 41 FI{IK DBP 4 . 83 5] Hv 1F X HE 41 Al
CKD1 #4195, H 4% 83 ¥ 8 = DBP 41 ; CKD
2~3 W9 21 ], b 17 4] (81% ) A 55 DBP 4, 4 f4i]
(19% ) M1k DBP £H ; CKD 4~5 3 43 f5i] , Hirhr 18 £4]
(42%) #3755 DBP 4, 25 1911 (58% ) AR DBP 41, Bl %
CKD ry i Jig , = DBP 41835 Jir 5 L glisi /b, {1k DBP
HEE P 2 (E3),
2.5 i E DBP A 54K DBP 48 % 2 s R k6 bk
HRYE I35 DBP I CKD % A= 1 el Sl oM
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100 - it DBP 4L 2.6 & DBP KL% CKD # & & BA 4845 H
%0 = 5 DBP 41 B AR &K Logistic FIHAMIT P < 0.2 B35 b5 DI
5 CKD MBI RFE AR AN A T Logistic [ #5751
0 L 45 R R FEARSTE T AR IS (P=0.111) 1 31 (P=

0.487) = IliLE (P=0.055) HHIRIE (P=0.515) R4S
1k (P=0.520) % N £ J5 % L, UA(OR: 1.009,95%CI
1.003~1.015, P=0.006) J& CKD ) 5 & [6 K &, 1fij
0 174 DBP(OR:0.981,95%Cl : 0.964~0.998 , P=0.030)

%t #E+CKD 1] CKD 2~3 4] CKD 4~5 4] . .
E3 CKDFRE4EIDBPKEEHEZE WLZ 7 CKD A4 R # (£ 3) .

(%)
ES

Figure 3 Percentage bar graph of DBP levels in different
stages of CKD

= DBPALFMIEDBP 4. 5% DBPALAH L, [ DBP 41
I35 Ser BUN 38 7, {66 FH B 40 e 2T 4m it A il 25 1
FHAZ TINTE GFRFHIK(I P <0.05,3%2),

BB K Logistic [MIHA A P<0.2 P M5
CKD AHIC G R T bR FH i AR A Z 2 Logistic
MIARE R R4 T 5307, 045 P8 B Hosmer- Lemeshow K5
¥, K J7{E 15.807,P=0.045.,

2.7 W R TR AL A TR CKD & 4 69 4k

LA I AR XU TS A 299 AAE S M5 UA

%2 [miE= DBPAFEDBP AEREIGKFRIAILE
Table 2 Comparison of clinical data of patients with serum high DBP group and low DBP group

AR B (n=83) = DBP 4 (n=52) X DBP4H (n=31) P
L n(%) ] 32(38.6) 19(36.5) 13(41.9) 0.630
AR (5 5 £ 5) 51.36 = 17.72 50.60 = 18.08 52.65 + 17.33 0.610
B[ n(%) ] 23(27.7) 13(25.0) 10(32.3) 0.470
BEHNELAAIA 1 ZE [0 (%) ] 35(42.2) 15(28.9) 20(64.5) 0.001
5546 n (%) ] 25(30.1) 15(28.9) 10(32.3) 0.740
MRS (%) ] 35(42.2) 21(40.4) 14(45.2) 0.670
JiliEB A AL NS [ (%) ] 20(69.0) 13(25.0) 7(22.6) 0.800
BUN(mmol/L,X % s) 15.19 +11.78 13.07 +12.82 18.76 + 8.90 0.030
Ser(pmol/L,% £ 5) 448.08 + 483.02 335.29 + 497.86 637.29 + 396.61 0.005
UA(pmol/L,X % s) 396.70 + 138.34 388.56 + 121.21 410.35 + 164.41 0.490
GFR[mL/(min-1.73m*) ,% % s | 43.88 + 43.63 55.99 + 42.76 23.58 + 37.62 0.001
FEMA(g/L,x +5) 39.90 + 8.70 40.84 + 8.63 37.97 + 8.79 0.270
ALT(U/L,% +5) 14.78 + 9.66 14.95 +9.13 14.55 + 10.64 0.860
AST(U/L,x +5) 16.75 +7.25 17.82£7.73 14.96 + 6.06 0.080
145 (mmol/L,X + s) 2.14£0.21 2.18 £0.20 2.08 +0.22 0.060
I8 (mmol/L,% + 5) 1.58 £0.71 1.45+0.76 1.79 + 0.60 0.060
PTH(pg/mL,% + 5) 188.16 + 152.33 221.32 +214.04 166.05 + 102.95 0.580
#=3 CKD ZE % logistic B35 #7
Table 3 Multivariate logistic regression analysis of CKD
(B B SE Wald ORT{H 95%Cl PAE
IR (R) 0.030 0.019 2.54 1.032 0.993~1.072 0.111
P53 0.510 0.740 0.48 1.670 0.393~7.099 0.487
UA (wmol/L) 0.009 0.003 7.55 1.009 1.003~1.015 0.006
DBP(pg/mL) -0.019 0.009 4.69 0.981 0.964~0.998 0.030
e ML 1.970 1.025 3.69 7.167 0.961~53.466 0.055
BEIR IS -0.800 1.230 0.42 0.449 0.040~5.004 0.515
MEREEG 1k, 0.510 0.790 0.41 1.666 0.352~7.897 0.520
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A IR L | UH S PRI 2% [m] AR AR
I CKD &4 #) AUC A 0.917(95% C1:0.849~0.985,
P <0.001), RELE K 0.956, 55 55 0.733, 4545
HR 0.689 5 Z5 A5 I AR IXURS: TR Y B 48 AAF-1 M
J \UA .DBP J&A& I MEMEAS AL | L BEIRIS , %
[l S AR AR S CKD & A2 19 AUC i 0.942(95% CI:
0.894~0.991, P < 0.001) , R & 4 0.868, 55 55 & A
1, 2548500 0.868; SHEAY A AH L, BEAY BIE N T
1ML DBP 33X — Tl A48 &, i 25 0% 1 Hi CKD 1y
AUC RS2 E48%50(K 4) .

1.0 | MLk
— fA A
’ B
i 06
B
™ 04-
0.2 1
0.0

0.0 012 OI.4 OI.6 OI.S 1.0
1455 i

RS A AR RS e LR E IR RIR , AUC 2y 0.917(95%
(C10.849~0.985, P < 0.001) ; %4 B 4E % L5 25 MR AFIRHT, SR
M2 ML 4EE Z DA E M, AUC 2N 0.942(95% CI: 0.894~0.991,
P<0.001),

E4 IR BEES T CKD & &£ 8 ROC B2k
Figure 4 The ROC curve of the clinical risk prediction
model to diagnose the occurrence of CKD
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Aggarwal 55 PHIFSE e BE B R 25 G AE B AL RN
HRZH (Y 1% DBP /KA . FEIZAEE B s G
TIE S5 19 13 LT 7T R /N ER 8 2 6K - 5 %
HRAHAH LE 22 R A gt 29 2 S, U TE T D g A2
P B 2R AR R R I DBP KPR RFIE R .
X T IRATWFFEES IS « 78 CKD 1~2 JiHT | 15
DBP /K- IE & o AW 5T $E 7R 78 15 Dy i ™ 2 R AR
i [ GFR<30 mI/(min- 1.73m*) ], IfiLi& DBP /K- . 3%
%1% o Doorenbos %5 "' 5 J2 3, 55 fik B Xof il 24 AH
Lt , CKD A8 2 /Y JR DBP HEH i 2 55 0, 31X n] g 2
CKD 4~5 5 137 DBP 7K R it B2 i [

Tagliabue 5 * 58 & B, 51K DBP 7K P 52 ik
AL, 5 DBP ZKF 1Y 23R 35 U AE 1Y f B 1 R
% ;s Wang 25" AT L BE, SRR AR L, JE & PR
HH TR 22 i T fig JT FE A8 19 DBP KPR (P <

0.01) ; Fernando 25" fIF 5% & BE, Z2 13 115 DBP ¥k
ERSAE, FERNBSAL, 2RV ELEEE, AR
T A KO AT R4 JR) (B 38 G Ui S0 PR ek
TR AR LA K Z ) A C . A5 &k IAE
CKD 4~5 $ 1l DBP 7K FREAR , 1E— 2078 B 19 450
BESE T RERRAS T, DBP (7K IR 1% , DBP F] REAE
R —FP R E R AR T AR B D

H# = AR A CKD 5 1ML3E DBP A 5 56 R 114
18, [ M 9T 24 H T ILE DBP Y B iR 2 21
IS, ARG 1 5E 2 B T LT DBP /KSE5 5 1)
SRS IMIE Ser JBUN, 2 A AT ZUM. =5 1L RS ATS
b, 15 B A AR L0 A0 AR R 5 25
B A, 5 GFR,ALT, AST A IfiL 8% 7K 5F & 1F A
Ko TEINHHUIHLUL, ASBT ST B T AR T fig s A7
FARE, 135 DBP KF-FEAR o 55 25 Gl AR AU T A
1 A(AUC=0.917,95% C1:0.849~0.985,P < 0.001)#H
Ll , 256l PR XURS: Tt I 452788 B (AUC=0.942,95% CI:
0.894~0.991, P < 0.001) ¥& i 1 IfiL 35 DBP X — il Il
A dg, B T N CKD 1Y AUC e 55 5 1 24 %5
FEHC o T AR SR AR Y Y YR R A AR
S0l e I R RO | I AL i PR 3 A IR PR | E
el 1 R 4 B 43 L, A5 AUC 2 0.685 (95%ClL:
0.678~0.692) , 7 i B FlRE 5 B 4301 °h 70.220% Fil
55.580% . 5 A P A FUIA R AR Eb , AR ST A Y
TOINA Y %) R AR RS Ty T HA BN .

BRI R DA E AR 2 D LR
izt B b A EAR T 1, {H Shroff 55 B SY
F CKD JLE 3 25- %2484 D ALY DBP JCAH
K, T Doyon S5 IRIFFEFHH , B /NBRY F 4 1 T
DBP [, 4k K 25-F2 4 A= D R F# Ni# . Brown
AERVRIEGE E— 5 F B, DBP 3 3 T 3 /N 1 T IR
MU AE R 4E A 22 D /K-, 1 985 19 DBP 5 H 8 1
g4, I R A B /N A B o P AR A
AR R & FEDBP 225, If il B T 8 4 4= K D ik
ZhE .

(AT I AT AR SRR | A8 A A6 00 iy 375 4k A=
2D, UM — LA 2 D 5 DBP [ R 5%
FEABICE I, AT GALBE DT 1 AR BE ] 1 i
PRGBS 86 s F5 b , BE VIR AN S K o 5 I
FAEA T AT Z T D ATEVERFSY , i — 2P Bk i R
DR TR 7R ) S S5 R

MZ L ARG KRB, 1L DBP FE CKD 4~5 Hij7K
TR, 5 CKD B A B MM . 28I R IR
TR RIS 07 5% DBP X — il AR &, i ok 3%
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