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Correlation between clusterin expression and recurrence of calcium oxalate kidney stone
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[Abstract] Objective To investigate the risk factors influencing the recurrence of calcium oxalate kidney stone.
Methods The clinical data of patients with calcium oxalate kidney stone were collected; they were hospitalized in Changhai
Hospital, Navy Medical University (Second Military Medical University) from Sep. 2015 to Dec. 2015. The patients were
divided into the first-time calcium oxalate stone group (first-time group) and the recurrent of calcium oxalate stone group
(recurrent group) according to the stone histories. The concentrations of clusterin in serum and urine, and the concentrations
of serum interleukin (IL)-1f, TL-2 and IL-6 in the two groups were detected by ELISA. The independent risk factors
influencing the recurrence of calcium oxalate kidney stones were analyzed by univariate and multivariate logistic regression
analysis. Results Thirty-six patients were included in each group. Univariate analysis showed that there were no significant
differences in age, gender, body mass index (BMI), estimated glomerular filtration rate (¢GFR), maximum stone diameter
or the concentrations of serum clusterin, IL-1p, IL-2 and IL-6 between the two groups (all P>0.05). The concentration
of urinary clusterin in the recurrent group was significantly lower than that in the first-time group ([44.35+15.44] ng/mL
vs [56.76 £16.80] ng/mL, t=—3.262, P<<0.05). Multivariate logistic regression analysis showed that urinary clusterin
concentration (OR=0.939, 95% CI 0.900-0.979, P<<0.05) was an independent risk factor influencing the recurrent of calcium
oxalate kidney stone. Conclusion The concentration of urinary clusterin is decreased in patients with recurrence of calcium
oxalate stone compared the first-time stone patients, suggesting that the clusterin in urine may be closely related to the
recurrence of stones.
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UEAMIFTE IR BB, BRRAGZE 4 R T & A K
HH (clusterin) , HAEPLHT: . Préafb e RIEH
WA R R AR AR A A
S5 SRR R AR AR AR, B A A RS IR
RONE R H AR YR FHA0/ 2 (interleukin,
IL) -1B. IL-6 WREMAE B EZEF. A, Bahia
S M AR B AV B A LA A TIL-1B, IL-6 Al
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1.1 BFRAT% 2015 4F 9 A& 12 A Tilg4%EKE
Kz (B R RS ) KB B W R SMRHE 32 4F
B IR T I R RS B 4 N RS, AT R A R
A EHEEAAR, REW L /YT b L

B3 53 T 48 SR B o R RER AT B 25 A ) 2N
BERMA. MAbRME: (1) 2085 CT HEZWh
Baia; (2) TESaRRENRRESA;
(3) BEAEE 4SS A HEh BORTTH R 5 R 45
(4) RpoiRIGHEBES ARA; (5) FR=18
%o HEBRPRE: (1) FIR <18 B >85 ¥
(2) VIRFRZ: A S HMEE G2RA E; (3)
4. 2. DR, LY. EIEESSEE
e S, (4) M CT R drddn B sl
YR BUK . BE A S I RIRERE; (5) '
INERJE IS R AL THE (estimated glomerular filtration
rate, eGFR) <60 mL/ (min+1.73 m*) ; (6) i
PREEG; (7)) BREERIERARE ; (8) AR
SRRIIRETCHE;  (9) MR . AR 4L
HERRY (B REERY) KiBEREEFREZE
gt (Rt gR S . CHE2017-2017) .

1.2 FHhkE

1.2.1 WERHKEEXERITE @R ERR

Y K N 5 IN N i+ G T < 11
BHE . Ed T8 R4 (picture archiving and
communication system, PACS ) & 8545 1 e
KA, EFMMEE (pmol/L) , KB MHG
WEWE (modification of diet in renal disease,
MDRD ) fajfb A X it%H ¢eGFR: eGFR [mL/
(min+1.73 m*) 1=186 X ( IfiJULEF{E/88.41 ) —
1.154 X 4E# —0.203 X (0.742 &) 7,

122 MfpirAXERMER BEABG, EHY
M 10: 00 J528RE . 25800k, WHRR 6: 00
B AR IR ARA A 15 mL. MR AURB IR A T
30 min L EFLEE, mEHEEL (2 000Xg) 20
min, U8 FIEWIT%E, fET —80 C vKAEN
(SR

1.23 AAEEERRKMERFRELN EHEHORE
W B 056 (enzyme-linked immunosorbent assay,
ELISA ) {716 i bV i A= MR A R Al 42
fE, IL-1B. IL-2. IL-6 FIMA R FHIAF &1 545
Ik SU5623. SUS5017. SU5016. SU6608. HiHnife
i BRI 5 AMBREERESL , A EBEEIAERA 50 pL/AL,
FWE AL, GmEE, B, 37 C 41 IR
/. s, WEMZIESERT, RERHE AR
b, KRR A, ARAF M IL-1B. IL-2.,
IL-6 MHREE, MM PRI A B R B (L

124 28 maatt BARTEOR GBS S R
ARARETE T, AR EAMR T,
SEOHPE SRR, BUEZ) 100 mg BEA S AR AL A7
RE. WHE, §l A E R sk E A LITR-20 £l
ALLAMGRE A B (R SR g A R
oNEl) Y RIS A R

1.3 %itsaz®  SRA SPSS 21.0 ik, 1IEAHi
FTFETORIL x+s £, 2 48] AR A Student
KGR, THECRRE (k) BRI o KR, T
PR N Z AL logistic [T/, KK e
(a) H0.05.

2 # R
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EAVIRANA 36 F], HrhBHH 25 F], &Pk 11
), SEXAERR (49.50+13.01) %,

22 24BFHERE>N HRESES OISR
HHE R BEHENER . MR RFREIE (body
mass index, BMI) . eGFR M%5 4 KIEaERHITG

Gt (P #5>0.05) , BREHRBMNEEA
WK T RH (1=—3.262, P<0.05) , 2 4d]
MR A R IL-1B, IL-2 1 IL-6 ¥ 22 200
Gt . WK 1.

x1 ERISESEAVMRANERAEXITENEREST

N=36

At Iyl HRH th 8 P{H
AEIE (), xEs 49.50+13.01 51.75+15.13 0.676 0.501
B n (%) 25 (69.44) 29 (80.56) 1.185 0.276
BMI (kg * m %), xEs 24.754+3.92 24.74+3.41 —0.003 0.998
LEARRHRAL d/mm, X+ 21.38+4.27 22.76+5.32 1.209 0.231
eGFR [mL+min '+ (1.73m% '], x+s 125.43+26.57 116.87+30.11 —1.279 0.205
1M IL-1B pg/(ng « L"), X £ 17.8142.50 17.62+2.45 —0.336 0.738
I IL-2 py/(ng « LY, X £ 865.804210.37 904.314199.27 0.797 0.428
1M IL-6 pg/(ng « L"), X% 59.70=16.84 55.81+13.71 —1.073 0.287
MAEFEH py/(ng e mL ™), Xt 155.994+15.86 160.86+18.60 1.195 0.236
PRI 1 py/(ng e mL ™), x5 56.76+16.80 4435+15.44 —3.262 0.002

BMI: (& 23550, eGFR: B/NERE I RAGHE; TL: AA4nigH %

23 HEBMAFRLELELBSHAEMN TBETG
YETr kN enter %, HHE N 1 B, Wald {HX}
N P=0.05 1Y FUER: 3.84; W Wald ° >3.84, N

P<0.05. ZNESPrEERL/RIRNEE AN
HRRAS B A 0 B RIS I N R (OR=0.939,
95% CI10.900~0.979, P<<0.05) . W% 2,

x2 EBESEREXRSEE logistic @IESH

ISy GVEES4 PR Wald Pl OR (95% CI)
Lzl —0.250 0.678 0.136 0.712 0.778 (0.206, 2.940)
AE 0.016 0.022 0.529 0.467 1.016 (0.973, 1.061)
BMI —0.083 0.079 1.106 0.293 0.920 (0.788, 1.075)
SRR 0.121 0.065 3.458 0.063 1.129 (0.993, 1.282)
eGFR —0.011 0.011 1.059 0.303 0.989 (0.967, 1.010)
M IL-1P —0.103 0.116 0.792 0.374 0.902 (0.719, 1.132)
1M IL-2 0.001 0.001 0.669 0.413 1.001 (0.998, 1.004)
1l IL-6 —0.037 0.020 3.567 0.059 0.963 (0.927, 1.001)
MMM —0.004 0.018 0.060 0.806 0.996 (0.962, 1.031)
NG 4= —0.063 0.022 8.511 0.004 0.939 (0.900, 0.979)
HHOT 6.809 5.120 1.768 0.184

BML: AR F5 5 eGFR: B /INERiE Al THE IL: A4S 3% OR: AR I CL EAS X [H]
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I Bl K o e Al T B A i 25 R AR TR,
PG it A AT 308 3ok A 2 P PR 28 B U 2R P
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( NOD-like receptor 3, NLRP3 ) FAE/IMESFH)
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KA S /NE W . SO IE], F 4
A B B LS MR W P Ak P BCR ( chemokine
ligand, CCL) -2, CCL-5, CCL-7 D) JZ 75434
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[A-F 1 (colony stimulating factor 1, CSF1) E&VE
Pk W i 3 20 Hde T B R S B 4 o &
B, S50 SRR R S A R T R
Gy RS PEAAE, AIAEA M EIERS ( chronic
kidney disease, CKD) "". HAij, s EE
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Fo AMFGEH, ERRES B4 AWk B E R KB E
M TL-1B. IL-2 FT IL-6 Fovk B 22 57 CHE 20
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WA T, A BT R A AR 0 E Dhhe
i
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W AR AR, IVER RIS R R T S
PECR R, NVER S B 450 A s B il
FHXTAL D, R A 2RISR R — K B R S 45 41 KL ot
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T3 B R RE Joshil 2505 1 %] B BRAE 25 B B
BRI R A B, A S FIRIK . B4 AR i
R, REUE IR P A . OPN Fil CD44
SRR FA A EIE . Li FIR A, R
RS B E E AL N R PRI, FOR
B AR B /N R A T S S AR N A B
FIRHG,

AR R R IR R 25 T B L4 FH B sk
559, WAE/ D BRI - FRE B R, IV ER AR
IRBRFEA /N BRI B MR BON . B /NE A A
iR AR B, CD8' T 4iiffl Mac3 '
WE AR R 0, R AR BRI PRS2 A B e A PR 4
firp 4 TR AR, Williams 258" H T
o B RN R R B 4 BB IOV B A L A
BN . M/ TL-6 BIFRIRIKF-, SR B R
P25 B 4 A FR T B A M P 2R AR T RE T 1%, T
IL-6 FihThim, P BiRAes B 45 B RN 2k
KNI A AT R S R R, RS
247 FBE IR P AR B 1 v R i o RS I I

1717 IL-10 F1 IL-6 W Mg, $7m A S 1 T REAE A
TR B ity A5 S R AL AR S A S o7 P A FE T 1 Y
MR TR 25 A 2 A P E T T i oA,
TEV S A R PR EALR TS A B8 . AT,
2 21 R LR AR R R R R VAR B S8 22
Ypgeit 3, M R ARV E AW T
WKL o R n] LA, FR SRR B B 4 A S A i
HRR R E RGNS R R 225, (HE K
R PRI AR SR I KRR, Il T
Xof 1 FUE SR A S S AR R P, S8l T 6 e
W /IVE L B DR A XU, , e B IR B 45
S BHETN o F T AHIFTE AR R S0t A 2 21
A RAEAZIN , KA w5 i R — 2 B S S B A
PRAFFET LAIESE o

ARBEFERINAFAE—E R RIRIE: (1) R
PR B P 4 A 52 R ) LA A 3R P RE AR A TR > 67
AR . A ARSI IS, AL A
IR, ATERE R R AEARARR s (2) dE 24 h
JRANTER UL S AR PRI TE PRI EAR R, IR
T KB IR AL AT REXS BB HE AR AS I 5 IR 22

ABIFFE G IR s RERR B P 45 A0 B K SR TR
NEFAUE AR TR A, R AEEH T hE
AT T P R kR s R R e,
I EAT BN TRER B 25 0 S AL SR AR TS
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