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[ ZE] B89 E R S S (diabetic kidney disease, DKD) 84 JR AL DI RE A9 AR AL AE L o 73k 3 HR 20154F 1 A —
2017 4 3 F 7e T 5 BE R R A5 — B8 2 58 48 B VG A I B2 I () DKD fB 2 42 1], 33 /e IR BR Ak D1 B L4 DKD 38 AR RI 2
HUEE /NS SR 5, AN [ B30 AR B N T 00, DT — 20805 DKD S8 3525 IR PRI pHAH 5 I RS EO A G . &5
5 : DKD ¥ A/ NS TRAL DI e b1, L rh e 22 L A SRt it/ NS I B DT B IR i, FLUR SRR i/ N I S N B i, e /0 I I 2l
Ui/ N H WSCRR IR SR AR D RE R o it/ )N WA S ) B R B R AN [T B 00 ] 52 B o 1 e 4944 (P=0.007 ) . DKD fRH
W TR TR S R TH RE B A5 2H R 55 B 2K - L TE R 4H 1 (P < 0.05) 5 4 TCI i/ NG I8 S AT RE SRS () R 257 24 h R 1 LI 2T
FE KT EAFAEETE (P <0.05) ;47 Tt i/ NG W e D BE RS 10 SR B E 4T B KPR E 2R (P < 0.05) . SME R pHH S
24 h FRE /K2 IEAE, RIRHS I0E AR AR 0D, RH YRR F=3.5 o/d i), JREE 8 5 0R K pH (ER A, &5
& : DKD M fe i UL/ NS R AL D RE it 2 i vt/ N 1 I B D RE A o P 22 B2 5 %% 1Y DKD AR 1ML 218 (1 LU IE R A R 3 o
% PREE B R . DKD B 25 I8 PRI pH (AT BE-55 24 h FREE 3G 6.

[REEIR] WELO B IEN s IRERALIIRE s 25 K5 /N
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Urinary acidification function analysis in patients with diabetic kidney disease
Liu Xi, Cao Wei, Li Qing, Qian Jun,Zhang Bo, Yuan Yanggang, Xing Changying’
Department of Nephrology ,the First Affiliated Hospital of NMU , Nanjing 210029, China

[Abstract] Objective: To explore the association of urine acidification function in patients with diabetic kidney disease (DKD).
Methods: A total of 42 DKD patients diagnosed by renal biopsy presenting to the first affiliated hospital of NMU from January 2015 to
March 2017 were recruited. The prevalence of different kinds of renal tubular injury was analyzed by acidification function. In addition ,
urine acidification function of different stages, the correlation of urine pH levels and clinical parameters were compared. Results:
Patients with DKD often had dysfunction in acidification of the tubules, of which the most common was dysfunction of the distal tubules
in the secretion of ammonium, followed by dysfunction of the distal tubules in the secretion of hydrogen, and the least common was the
reabsorption of bicarbonate dysfunction in the proximal tubules. The prevalence of the distal tubules dysfunction in the secretion of
ammonium showed an increasing trend in different pathological stages (P=0.007). Patients with re-absorption of bicarbonate dysfunction
in DKD patients had higher parathormone levels (P < 0.05). Differences in 24 -hour urinary protein and hemoglobin levels between
patients with and without distal tubules of hydrogenation dysfunction were observed (P < 0.05). The levels of hemoglobin were
significantly different between patients with or without ammonium secretion dysfunction in the distal tubules (P < 0.05). Fasting urine
pH was positively correlated with 24-h urinary protein level and negatively correlated with serum albumin. Especially when the urinary
protein was higher than 3.5 g/d, there was a good linear correlation between urinary protein quantification and urine pH. Conclusion:
The most common dysfunction of tubular acidification in patients with DKD was ammonium secretion in the distal tubules. Patients
with titer acid anemia had lower hemoglobin levels and higher urinary protein levels than patients in the titer acid normal group. The
increase of fasting urine pH in DKD patients may be related to 24-h urinary protein.
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B R 95 B WIES (diabetic kidney disease, DKD) Jg&
— AR , L 2R NG (end-stage re-
nal disease, ESRD) 5 & WL i85 [, 4% 3T 50% ESRD
SR B U DKD' . DKD DB i 4555 28 oy %2
FHAE , [R)IAEA o LA RIS 22 (5300 mg/d) | A
B9 E /N BR UE 1T % (estimated glomerular filtration
rate, eGFR ) LAFFAT: 2~20 mL/min fY 78 B 2R R, .0
A A AEARIE N R F AL

ZHATTIN T DKD J&—FhE /NP, (R
VT AEK DKD B /NE iz i o R AL I8 TR
DKD #EFE A, /INE 2O PR B R, H DKD
TG 32 BT/ INE ) i A, A2 /i
e SR BN A O PR T, FE AT
P/NE R BTLF4EAL™ o IUEF DA R C LA R IR i
FI 2 R0 DKD R RIBREY) B9 2 i L
PRELSZ 0, BN RE B S e B E S O R 4R
K, — B SV S 10 AR 35 R T
DKD 18 PR , FL A PR A8 B 45403731~ 1 (kidney
injury molecule-1, Kim-1) | F £ 20 g BH i il AH O¢
fig Jii iz % £ F (neutrophil gelatinase-associated lipo-
calin, NGAL) |48 5 5k 5 SR AR i #a AL S -1
(monocyte chemoattractant protein-1, MCP-1) | & Jii
HHA, FE T RWNE R T, $0A N RERS
S S B DKD B9 PG ERE ()2 X SE 48 ARt H
TEFR T AT AR B, JF B I 85 TE 45 % W1 X DKD
A TR

B /INE % T EE (renal tubular acidosis, RTA ) &
B /NG [ ST B A im RR B 2 — , R Rl
iV /NAE G U R () 30 i R TR e R TR AL
P 1 0 P AR R rh R PRI S R
ERALT . B/ MERRAL I BE R S /NS -] o 4
&R 148 bR . HJ2 , A 2 DKD B/NE R 1L
HRERIBFTEARXS /D, HAE DKD HERE Hp i A2 46 ¥
RZHETT L, AW 2015 4F 1 H—2017 4F
3 A1ER B R A — e PR B 2 T A I R 12
Wi ¥ DKD i 42 61, 5% DKD & /NS TR 1L )
RERE AL .

1 XEMTTIE

1.1 %

AHBRHE : EE 20154F 1 H—20174F3 A1E™
T ERF A — i e B 2 B IS R B AR 2 W AR IR
=18 % 1) DKD #4241 . HEBRARUE : 2R Hif R
.30 d LA BEER AT, 5 1T 2R G i Rl H A,

B INERBI R
12 7%
121 ABACT seml 2

WeHE DKD 251 12 h A IR 10 mL,2 h N
% 7DJ-4B AU [ gl e % 2 A A PRI pH A L 7T
TE TR RIR AT D RS T & e, £S5 4n
i 25 5 5 BRI = R W S H T . K
6 48 B LA PR pH {ELFE 5.0~8.0 4 IE ¥ 5 B iR Al 3
<30 mmol/L A 1E % ; 7 % % BR=10 mmol/L A 1EH ,
FERRES 1=20 mmol/L M IEH .

1.2.2 DKD J& 2 5 4

8 HE Gt PAS Yt AR YL LI M Masson 556
R T, B AR SR B E 10K
DL /NERET DKD BRI W . 2 an T -
T OCEET Toslof B0 A28, i s BRI IR )&
(AR =9 % Has , SEIR RS L bR o Ry 55 1k L i e )5
FE>430 nm , 221 5L R E>395 nm) 5 [ a ] ¥
BRI R Y Tk (525% BT WL AR BEIX ) 5 T 3 . ™ o
T R 5K (>25% P WL AR WL ) 5 MY - 30 K-W &5
A5 VI 7™ 8 () B/ INERRE AL (509 B /NERBEAL ) .
13 %it$Fr%

o SPSS 20.0 Ge it AT geit2t . it
HEPORNFAT IEASPER S, A7 A IE A 43 A0 BRI 4L
Wi, ISR bR i 22 (X + ) s, PR ALIR] ek
SEREAS KB, 22 2 TH) bR B IRL R T 22 40 A
(one way ANOVA ) ; AE1E 24040 11 %8RRI 43
L FE RN R HAE SRR 50 o TTHECRORE LR 3R
N, R FH xRS, ANl P 2% A SR FH it DR 2R
o i Pearson #5434 PR pH (E -5 FR 8 H 9 AH
Ktk o XEAS [R) 995 343 1A BRI 16 1) e B A R85 38
PR KR P A R LS P < 0.05
ERAGITHEE L,

2 # R

2.1 AARTH

DKD g3 42 1], Horp 55 29 5, 4 13 5], SF-294F
1%(52.98 £ 13.42) % . JIr A 844 24 h JRE T
IR (4.69 = 3.98)g/d, PR EIRLESE R E Ky 14141,
A7 B KL 33.3% 141 2 38 7K S 4 (109.81
+23.32)g/L, JRZE R M (9.72 + 5.70) mmol/L, Ifit JULEF
JKF-H9 (137.72 + 78.92) mol/L, BN 2% C 2 (2.11 +
1.06)mg/Lo IFE AL I ZT 8 11 IRIR | F IR 25 R
Z (parathormone, PTH) | S AH [ B | H 3l =g .25 ¥
He R DKFEREL,
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Table 1 Clinical characteristics of 42 DKD patients

B 42 KT 2 W 1 o3y adh] | b 39
M9 IV Hob a8 451 IUb 49 8 451, TLAH3 20491,

Wl o g V6B (£2). 24 hIREFT eGFR | MLLAF IR %
o e BUBEH C LT L R R P
PR () 171 5 658 ﬂﬁﬁxlﬁlﬁfﬂﬁ,ﬂ;ﬁ@ﬁﬁéﬁfr%ﬁ%j‘%@ <0.05),
¢GFR[mL/(min-1.73 m*) ] 60.81 +29.23 22 RRERMENEHRGA 25
24 hﬁ’(%E (g/d) 4.69 + 3.98 ﬁ%ﬁﬁﬁﬁﬂcmﬁﬁﬁﬁﬂ%ﬁ DKD A%\%L]Eﬁﬁhﬁ \ﬁﬁ%
MLTEH (/L) 109.81 + 23.32 INEZ BAG DL, 426 i/ N 2 BB A 3401,
BT (%) 7.91 +1.95 LU R 7.14% , B A B IR 3 F S8 , IR T
117 254 (mmol/L) 9.11 + 6.86 kR S 3k & B E (=30 mmol/L) ; i v /NG 52 &
LIVLF Cpuanol1.) 13772+ 78.92 FR T B PR T 52 PR <10 mamol/L)
R mmolL.) 972 %570 17 09, B4 40.48%; LU BE e R AR
I RE pumol/L) 3838310011 220 mmol/L) 24 1], 15 2 AKLHY 57.14% . DKD £
I3 B (g/L) 58.23+8.73 R RTE NEER G5 25- 5 (P < 0.001)

35 E2E 1 (/L) 31.36 + 6.42 PRI 2T < DO
S [ B (mmol /L) 2.02+1.95 23 RFRIE LA EL I AR £
L =5 (mmol/T.) 5614183 AN TR) 5 3L 53 3 108 R R A 1) RE B 15 KR s 8 T 3R
e C(mg/LL) 2.11+1.06 3R AT AR T RS E RN | iR = JE M i
PTH(pg/mL) 60.91 = 59.23 Ty Re R i FUp 25 LA A 1) R I FEUI R 7 4 21
25 ¥4 2 D (nmol/L) 27.21 +20.41 PR3 1A (8] TG BH S AR b a3, {H AT R 0 R 1) S
B ANE (%) ] 14(33.3) FAE 4 U EE A A ] 2 I = A (P=0.007) .
R2 AEFESHDKD 2EMIGFRER

Table 2 Clinical characteristics of DKD patients in different pathological stages

IR 5L Ma#l(n=8) I b#I(n=8) M %Y (n=20) VA (n=6) Pl
Fln(%)] 6(75) 5(62.5) 14(70) 4(66.7) 0.957
AR (%) 58.50 + 8.18 48.38 + 12.35 54.95 + 14.42 45.17 + 14.39 0.191
eGFR[mL/(min-1.73 m*) ] 84.80 + 20.39 69.55 + 33.69 57.59 +24.17 27.90 + 15.15 0.001
24 hREEH (g/d) 1.08(0.31,2.20) 3.46(1.58,8.035) 4.35(2.4,8.51) 6.66(3.24,9.04) 0.006
M £r & A (g/1) 126.88 + 17.5 115.38 + 26.80 105.65 + 22.68 93.50 + 12.94 0.033
WAL IMAT 2 (%) 7.05(6.53,9.03) 8.10(6.60,9.30) 7.60(6.08,9.65) 6.20(5.95,9.95) 0.843
1375 7 % 1% (mmol/L)* 6.06(5.12,7.59) 7.00(6.48,8.43) 8.63(6.09,10.62) 6.78(4.79,26.97)  0.454
ILIUET (wmol/1.)* 88.00(68.05,95.33) 105.10(67.70,194.70) 120.10(97.40,167.15) 200.80(173.50,411.05) 0.001
FRZ A (mmol/L)* 6.14(5.11,8.55) 8.08(6.68,10.30) 7.90(5.25,10.76) 18.21(13.28,27.82)  0.004
T PRAR (pumol/1.) 333.56 + 59.93 413.61 = 115.53 378.08+101.64 43028 +105.02  0.260
M3 AR T (g/L) 66.41 +7.4 5571+ 11.14 56.50 +7.01 56.47 +7.43 0.027
MLIF EAE 1 (/L) 36.98 + 3.69 29.60 = 7.96 29.77 +5.25 31.57 = 7.77 0.040
SR (mmol/L)* 1.47(0.97,1.74) 1.26(0.84,1.97) 1.62(1.23,2.17) 1.50(0.89,4.06) 0314
it =1 (mmol/L)" 4.25(3.84,5.03) 5.31(4.74,8.61) 5.30(4.28,5.80) 5.57(4.70,8.19) 0.093
eI C(mg/L)" 1.52(1.27,1.78) 1.07(0.76,1.96) 1.98(1.36,2.86) 3.26(2.07,3.42) 0.023
PTH(pg/mL)* 28.20(19.43,50.53)  50.80(28.80,111.20) 35.20(28.60,47.40)  74.50(24.25,253.50) 0.077
25 345/ Z D(nmol/L)"  46.69(24.21,60.30)  12.99(7.50,39.98) 23.44(11.97,27.75)  23.07(11.39,34.59)  0.026
PRI pH (E 5.67 +0.59 5.87 +0.45 6.08 + 0.65 5.92+0.59 0.429
TR 3 (mmol/L)* 24.00(23.25,25.00)  25.00(24.00,26.00)  25.00(23.50,26.00)  26.00(24.50,30.00)  0.312
ALY 2 R (mmol/L) 21.50 + 12.68 1525 + 6.48 13.20 = 10.16 9.00 £5.10 0.103
PR NH, (mmol/L.)* 21.50(14.50,32.25)  19.00(14.00,27.00)  19.00(14.50,27.50)  13.00(8.00,15.00)  0.235

a:ﬁ%%‘%i—\‘ﬁﬁﬁ/ﬂ([)ﬁypﬁ)o
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24 RFG RS EH IR E L R A £ R

it 42 BIARYE 24 h 8 IR IE T KT 500 mg 34
IR 1~3 8 (24 h JREE H <500 mg/d ) UL K2l IR 4~5 1
(24 h REE F1=500 mg/d) BT , HC A5 T 21 ] 2 IR TR
(LT AEMERT AL . 914058 1 T30 2 WK 1 1

Giiteg 22 5% (P <0.05), M PR pH (A iR S R 7K

SRR B K e 22 5 (R 4) .

2.5 A RARBRACT) AL AE B K I R AR AT B 0 £ 5F
A58 3T g /N A2 101 (IR R & 2 =30 mmol /L)

FIA Z 81 (PR B R 2 ER <30 mmol/L) (4 Ji 5, P& 1E

®3 FERESHDKD B2E B/ NERU RIS BRE

Table 3 The prevalence of urinary acidification dysfunction in DKD patients of different pathological stages

(n(%)]

Il REEL T a%(n=8) IhAI(n=8) %4 (r=20) IV (n=6) Py
IR AR 5 0(0) 0(0) 2(10.00) 1(16.70) 0.156
A E R H 1(12.50) 2(25.00) 9(45.00) 5(83.30) 0.007
HAREFRE 3(37.50) 5(62.50) 13(65.00) 5(83.30) 0.091
AT i+ S S 0(0) 0(0) 2(10.00) 1(16.70) 0.156

F4 ARIGKRSHBERBUIIREER
Table 4 Urinary acidification function of patients in di -

fferent clinical stages

s Il R 1~3 44 I A 4~5 1]
||m%z§5( (n=5) (n=37) Pﬁ
PR pHAE 6.00 + 0.61 5.93+0.60 0.791

BRIR &3 (mmol/L)* 24.0(23.0,25.0) 25.0(24.0,26.0) 0.251

A ERR (mmol/L) 228 + 15.66 13.46 £8.75  0.049

PRI NH, (mmol/L)* 22.0(16.5,38.0) 16.0(14.0,24.5) 0.284
a: R X M(Pos, Prs) o

PEGN AFE R B IRE  BEKCE R K F LA
25 F2 kA F DK L ER AT B 25 5, (EZ A
B PTHIK ARSI 22 7 (P < 0.05, % 5) . It
At i /N 2 4 (AT RE FR <10 mmol/L) FA: 32 i
(AT E R > 10 mmol/L) (1 5 AT LU A B, kv /N
ZA R 24 h JREE M 7.32(3.24,11.40) g/d, T A
ZARE IR E KR 1.90(1.21,3.47)g/L, —F 2
SAGTERE L(P=0.001) , [R] I — 34 11217 76 K
ZSAGF R L (P=0.001) , 4315522 F G017

®5 FAERiLwmNEERKBRBRSEESHRAREIRAER

Table 5 Clinical characteristics of DKD patients with or without dysfunction of bicarbonate reabsorption

i RS EL v/ VS AR A2 (n=39) v/ INVE A2 (n=3) P1H
Bn(%) ] 26(66.67) 3(100.00) 0.540
AERR (%) 54.18 + 12.68 37.33 £ 15.53 0.196
eGFR[mL/(min-1.73 m*) ] 61.73 +29.93 48.91 + 16.03 0.471
24 h REE I (g/d)*® 2.89(1.81,7.17) 2.88(2.40,3.35) 0.494
ML EE A (g/L) 110.44 + 23.96 101.67 + 11.59 0.537
B A (%)" 7.10(6.60,8.40) 8.15(6.90,9.40) 0.510
M7 %3 5 (mmol/L)* 6.78(5.47,9.87) 24.24(5.73,42.74) 0.714
L (wmol/L)* 125.50(99.60,176.10) 144.90(118.00,171.80) 0.231
JRZ A (mmol/LL)* 9.20(6.78,11.70) 8.04(5.37,10.70) 0.494
IR PR (pmol/L) 380.63 + 97.43 42537 + 149.40 0.463
I3 S (/L) 58.33 + 8.48 57.03 + 13.91 0.808
MM T (g/L) 3147 +6.11 30.00 + 11.61 0.708
SSUE T (mmol /L) 1.62(1.05,2.03) 1.35(1.33,1.37) 0.608
H i =8 (mmol/L)* 5.16(4.39,5.80) 4.98(4.08,5.87) 0.608
JiEim 2% C(mg/L)* 1.85(1.41,2.84) 1.64(1.31,1.96) 0.532
PTH(pg/mL)" 37.80(29.05,71.50) 20.60(16.90,24.30) 0.030
25 244 % D(nmol/L)* 22.83(12.39,39.07) 27.59(23.44,31.73) 0.576

a:ﬁﬂ%?‘%i’\‘ﬁﬁ%M(f’zs,Pu)s
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X (F6), WERINBER® (MR F<20 mmol/L) 2.6 Ji& pHALL 16 R IEAR0948 %1

ZHFNUAER g IE H (B2 AR B+ > 20 mmol/L) 4111 i DKD /& #1925 /R W pH (H 5 24 h IR (=
H, HAM LT AR A 225 (P=0.002) , &85 CH 0.421, P=0.006, [ 1A) Bk I 21 % A (7=0.318, P=
WESGERT). 0.048, & 1B) S 1EAHSC, [R5 1L ¥ A 8 2 TR

®6 BAELITH/NEDSINREREFFH P E B E IR KIEIR

Table 6 Clinical characteristics of DKD patients with or without dysfunction of acid excretion

I IRSEL v/ NEARZ AR (n=25) i/ NEZ A (n=17) P1H
Hin(%)] 19(76.00) 10(58.82) 0.314
() 54.28 + 12.44 51.06 + 14.91 0.452
eGFR[mL/(min-1.73 m*) ] 65.98 = 27.85 53.21 +30.36 0.167
24 h JREEH (g/d)* 1.90(1.21,3.47) 7.32(3.24,11.40) 0.001
I £148 1 (g/L) 118.88 +22.53 96.47 + 17.75 0.001
B4 8 M (%) 7.00(6.50,8.25) 7.50(6.40,9.95) 0.874
103 5 %5 B% (mmol /L )* 6.48(5.31,8.90) 8.63(6.22,10.98) 0.420
I WUAF (wmol/L)* 120.10(94.45,162.75) 133.80(104.05,209.40) 0.170
JRZE A (mmol/L)* 9.40(7.34,11.64) 8.57(5.99,17.03) 0.564
IR (pumol/L) 381.73 + 87.33 386.91 + 119.27 0.872
IML3% S 1 (/L) 59.62 + 8.65 56.20 + 8.70 0.218
IMLIE A1 (/L) 32.72 +6.20 29.37 + 6.40 0.098
S IH R A (mmol/L)* 1.29(0.86,1.90) 1.61(1.29,2.15) 1.000
il =1 (mmol/L)* 5.15(4.25,7.33) 5.17(4.44,5.93) 0.888
B C(mg/L)" 1.47(1.17,2.30) 2.10(1.56,3.39) 0.206
PTH(pg/ml.)* 34.70(26.85,53.30) 42.90(26.80,74.50) 0.364
25 24 4E 2 D(nmol/L)* 19.31(14.02,32.65) 19.56(8.51,29.65) 0.170

a: B FR T R M(Pas, Prs)
x®7 BRIZHNEDRINGEFERMN T AEEE GRS
Table 7 Clinical characteristics of DKD patients with or without dysfunction of ammonium excretion

I RZEL WEETIREIE H 4 (n=16) WEETIRE S8 4 (n=26) P
FBln(%)] 10(62.50) 19(73.08) 0.510
AR (%) 54.81 +12.22 51.85 + 14.22 0.493
eGFR[mL/(min-1.73 m*) ] 68.37 +27.33 56.16 + 29.90 0.192
24 h R M (g/d)* 2.30(1.81,5.38) 3.71(2.03,7.68) 0.277
ML E A (g/L) 123.50 + 21.28 101.38 + 20.66 0.002
AN (%)" 8.10(7.35,9.65) 7.10(6.25,9.08) 0.161
13 7 25 B% (mmol/L)* 7.92(6.07,14.79) 6.73(5.57,10.33) 0.595
AL (pmol/L)* 120.10(81.95,131.35) 139.05(100.98,200.28 ) 0.108
JRZ S (mmol/L)* 9.20(7.25,10.74) 10.05(6.65,15.09) 0.254
1R TR (mol/L) 359.46 + 97.59 398.82 + 100.54 0.220
Mg S EH (g/L) 59.88 + 9.47 57.22 + 8.27 0.346
IMLIE PR (/L) 32.05+6.25 30.94 + 6.62 0.594
B 5 (mmol/L ) 1.74(0.86,2.92) 1.47(0.97,1.95) 0.551
It =5 (mmol/L)* 6.77(5.03,8.98) 5.06(4.18,5.62) 0.271
e 2% C(mg/L)* 1.27(1.05,1.98) 1.97(1.42,2.87) 0.341
PTH(pg/mL)* 23.70(18.5,29.05) 44.10(30.85,73.95) 0.246
25 #2442 D (nmol/L)* 19.31(11.28,25.49) 21.08(11.84,36.02) 0.439

a:ﬁ%%‘%i—\‘ﬁﬁﬁ/ﬂ([)ﬁypﬁ)o
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% (r=-0.343, P=0.026, & 1C) , {65 1 (LT . R R A
JCBH BAH M (B 1D~F) o i — 2 ALLBE 7N
240, REHEAIRYL (24 h JRE F1=3.5 g/d) AR E
PRZA (24 h JREEF1<3.5 g/d) , HIRHE1<3.5 g/d BT, i
H PR pH A 5 PREE 1 JC B W AH DG M (R IR B

FH=3.5 o/d i}, R pH (5 IR FH 2 LA E (=
0.591,P=0.008,&2).

3o #

ARWFFE LSS5 78 DKD B3 % e/ NE iR b 3h

A B C
20 r=0.421 15 0318 50 r=—0.343
= =0.006 S ® P=0.048 = o o =0.026
215 o ¥ Ty ¢ o® 340 “ luse ¢
I B o’ ° °e o {11 30 ° s +
10 o al? % °
Ei‘[ 0.0" o H K e S, \. ?\% 20 3 ° .
= 5 ° % g5 #r
- ° e = = 10
“ ol e of, . , Y B T —
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Figure 1 Correlation between fasting urinary pH and clinical indexes in DKD patients
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