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[(HE] BB ST C (Cys C)FBR op 44 40 i B IS B G 532 2K 78 1 (NGAL) L F1 41 A
F-18 (IL- 18X L A PE B 25 G L (PNS) R 2 S E B UG (AKDIIZWNME . ik UEFRBE PNS B3 60 i,
HiH PNS K& AKI (IF AKI41) 5 38 51, PNS 3 & AKI R (AKILZH) 22451, A6 ifL 75 Cys C . MLULEF SRR A
MG A 24 h IRE A E 5K, R ELISA kK IR NGAL F1IL-18 /K. £58R  AKI4LIM i Cys CJK
NGAL FIIL-18 2 & FHE AKI 4, Z 5 A S22 L. AKI4H I Cys C R NGAL Al IL-18 5 HLEF & IEAH 2, 5
eGFR 2., ZH & Logistic M3 #7 25 R B 7R 1 Cys C. /K NGAL M IL-18 FF &1 J& PNS & AKI F 757 &
RZE, %8 LI Cys C. R NGAL I IL-18 %2 T PNS S35 1 AKI A7 %58 25 B HERf 14 o
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[Abstract] Objective To assess the values of serum cystatin C (Cys C) and urinary neutrophil gelatinase-as-
sociated lipocalin (NGAL), interleukin—18 (IL-18) in the diagnosis of acute kidney injury (AKI) caused by primary ne-
phrotic syndrome (PNS). Methods
cated with AKI (non-AKI group) and 22 complicated with AKI (AKI group). The levels of serum Cys C, serum creati-

Sixty patients with PNS were collected in our hospital, including 38 not compli-

nine, urea nitrogen, serum lipid, albumin and 24 h urinary protein were measured. Urinary NGAL and IL-18 levels
were measured by ELISA. Results The levels of serum Cys C, urinary NGAL and IL-18 in AKI group were signifi-
cantly higher than those in non-AKI group. The levels of serum Cys C, urinary NGAL, IL-18 were positively correlated
with creatinine and negative correlated with eGFR in AKI group. Logistic regression analysis showed that the increase

of serum Cys C, urinary NGAL, IL-18 were independent predictive biomarkers of AKI in PNS. Conclusion Serum

=.

Cys C, urinary NGAL, IL-18 have good performances in the diagnosis of AKI in PNS.
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2 1E B 545 (Acute kidney injury , AKI) & Ji % P

"B 25 A ik (Primary  ephritic syndrome, PNS) ) & UL
HRIEZ —, BIRLR B AL E IT & AKT 2 E B4R
T W IR LR R B A UG . HATm IR FoR
FH it LB ATl AKT 2 i bR, 44 1 iy FH 1 L
AR EEPEAN B DO RE A o0 ERf T B R R, 5F
A2 AKT A2 W i B8URR B L 7212 1B AKT I )
FAAERTIE® . HETHFFE R, rh s 4 i B e A5G
fig Jii iz %% 25 1 (Neutrophil gelatinase-associated lipo-
calin, NGAL) Bt 2 C (Cystatin C, Cys C) . [141 fif]
42 18 (Interleukin-18,IL-18) . B i34+ 1 (Kid-
ney injury molecule—1, KIM—1)%5 /&2 Wi AKI ) f5Ue%
BFRE, H FIRFEFRIBE S A TE PNS I & AKT Y2 K
HR i R WL ARGE o AS W5 A A L Cys C MR

NGAL . IL-18 7K, #RITHAE PNS FrEt AKI H g
Wz .

1 #ERS5HE

1.1 WFERtg TR 20104F 1 H 2 20124F
12 F [ 43 B (%) PNS £ 3 60 i, Forf PNS R 9 &
AKI (IF AKIZH) 5% 38 491, PNS I & AKI FE % (AKI£H)
225, FTAT BBRETTE NS B2 WibnifE . D 24 h R 1
=3.5 g/d; QI3 FATE F1<30 g/L; /K s @i I IfAE
IFHEBRAR A B /INERBN . AKT B2 L - 7E 48 h P IfiL
WLEF(SCr) FH i 4 %HE =26.4 pmol/L (0.3 mg/dl); 55 Ifil
SCr #EERE T 55 = 50% ; F () /K 2 <0.5 ml/(kg - h)#
iF6h,
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UKAR . BRBUHTEE R R 20 ml K2 24 h R, IFiC# 24 h
PR

1.3 fMJrik 44 i Sysmex XE-2100
42 A 2l MR B AR 5 13 Cys C Ll JULEF LR R
AR I8 .24 h JREE & 5 i HITACHI 7600 74
4 B 3L AR IR NGAL 1 TL-18 R4 R
FH ELISA J7 k-4 7RG , 45235 SR Bk DA T] A5 R JULIF 1) e
{EVE a5 R & B FIE 79 A R A TR
45l o R MDRD 4 28 3% GFR #4741 (eGFR).
XTRTA BB A T B 2], T A PSS TR

14 it Bl R A SPSS16.0 481t
IR T TR LA B bR M 22 (o ) RS , R[]
FLE e 4 50, THECORER Al A B o AR G 3Bk
H Pearson #1543 #T , W20 18] 22 7 A5 G i 2 LRI 48
brift 11 2 K & Logistic [BIH 40 #7 . P<0.05 Rn 22 5
HHit#E .
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2.0 —BeAESL PRALERE RIS B Lo e | i
NE45E 25 S G 127 5 S AKT4H 118 L THE AKT
H 24 hREAS TIEAKIA, ZRAGIHEY;
AKI 4 Ifil #§ Cys C. JK NGAL 11 IL-18 & 2 & T4k
AKI, ZF AR, IR,

®1 MABRE-MBEARIREVELERILR (L)

[N Logistic [FIH #1454 2/ : 1 Cys C /R NGAL Fil
IL-18 FHE 2 PNS I & AKI BT faf I &, W 2.

%2 %EZELogistic @A ER

WiH EAKIL(n=38) AKIZ (n=22) (Bl PIH

AR (S) 343241074  38.67£7.57  0.69  >0.05
TPEHI) 23 14 048  >0.05
Ser (umol/L) 76.90£15.32  305.81+129.56 6.87  0.001
BUN (mmol/L) 5.38+2.18 21.34+13.53  3.75  0.001
eGFR [ml/min-(1.73 m%)] 101.67+12.64 35.90+21.63 3.17  0.012
Hb (g/L) 134.04+18.50  119.15+14.81 1.71  >0.05
Alb (g/L) 25.85+7.71 18.56+8.00  2.16  0.041
TC (mmol/L) 9.73+4.79 10.82+4.93 048  >0.05
JREE (/24 h) 4.38+2.15 6.94+2.01 331 0.042
Cys C (mg/L) 0.78+0.17 3.16£0.73 546  0.031
NGAL (ng/mg) 46.75£17.78  96.17£19.64 2.53  0.037
IL-18 (ng/mg) 87.36+23.71  195.70+42.85 2.77  0.046
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2.3 Pearson HRHTEE R AKI4LIM Cys CH
Scr & 1F A ¢ (r=0.81, P<0.05), 5 eGFR & i 4 3¢
(=—0.78,P<0.05), JKNGAL 5 Scr & 1IEAH X (=0.73,
P<0.05), 5 eGFR 2 A K (=-0.61, P<0.05). [FIFE,
PRIL-18 5 Ser 5 IEAH5(r=0.69, P<0.05), 5 eGFR 3
A (=-0.70, P<0.05). 4 L iRfshriE—H ikt £
.54 .

Kl bs OR{H 95%CI PAH

1fiL.Cys C 1.422 1.240~1.845 0.023

FENGAL 1.175 1.093~1.264 0.037

PRIL-18 1.062 1.006~1.121 0.039
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DD [(2.06:1.34) pg/ml]H1 Fib [(4.6£1.2) g/L1JHE, 15 RA ZEfi#4H[DD (0.35+0.19) pg/ml, Fib (2.4+0.8) g/L] M iF# X
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Detection and clinical significance of plasma D-dimer and fibrinogen in rheumatoid arthritis. ZHANG Wei.
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[ Abstract]
(RA) patients and to investigate their clinical significance in RA. Methods

To detect the value of D-dimer and fibrinogen in the plasma of rheumatoid arthritis
Fifty-eight patients with RA were divided
into two groups according to DAS28, including 32 active patients and 26 inactive patients. Thirty patients were selected
as the control group. The plasma levels of DD, Fib and CRP were detected, and ESR was also tested. Results The titer
of D-dimer [(2.06£1.34) ng/ml] and Fib [(4.6+1.2) g/L] in RA active patients was significantly higher than that of the
inactive group [D-dimer (0.35+0.19) pg/ml, Fib (2.4+0.8) g/L] and the control group [D-dimer (0.31£0.18) pg /ml, Fib
(2.1+0.9) g/1], P<0.05. However, there was no statistically significant difference between RA inactive group and the
control group (P>0.05). There was a positive correlation between D-Dimer and ESR (r=0.74, P<0.01; r=0.32, P<0.05),
D-dimer and CRP (+=0.59, P<0.05; r=0.35, P<0.05). Conclusion The titers of D-dimer and Fib in the plasma of RA
patients are correlated with disease activities, which is of great importance to the evaluation of RA patients' symptoms

Objective

change and prognosis.
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It & AKLEF R IL-18 3% 5 T 4E AKI 41, AKI 41 /K
IL-18 Y5 Ser 2 IEAH ¢ . FF H AW 58k — 2041k 52 1.
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S fER R HAG I AT 7 R B2 W AR 8

25 BTk, AW 45 R R Il Cys C PR NGAL
FITL-18 7] J T PNS fr & AKI A 2 e f iy,
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