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PRI 53 WA 1 TL-6 R ASE 3 55 43 W ML i) FH T b 4t
TE S AR FL B g R €6 2R I b 98 R A R L TL-6 G e 0%
G300 B 5 R M R A L R B GT F PRg m  f AR T
A R SR A0 B 10 33 R AR R BE R TP R T S ) R A e O
YER . I TL-6 7KV 5 — 26 520K i Jg 588 1% i 988 12 WK L 99 1Y
CR/N 8 58 TR MG, L 7. 90 pg/mL 24 IL-6 (il 7
{52 W T 400 P 9 1) B0 2 83, 00 4, 4 S 83. 00 %4, /&5 T 20
ng/mL 2 W iR 8 11 CAFP) I 54604 DU T 40 98 » HC B e
S 51 60. 8% . 71. 1%,
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Vucicevic 5 PEAR T I SR 41 0 g 8 W VR % I 3
IL-6 19 3% &, 45 3 WoR 1 B 8 I3 b TL-6 (K7 5
JE N B2 2 TR) 22 5 TC e T2 3 X, 1 ks PR BB ek i R 116
14 7K ST 5 fie BT HE 20 A B B o 4 v L B M VR o i K T 1 16
A e T ) B 00 SR 4 . Johin 2N FE 11 485 98 HR 1 I
TR AR 0GR Y v R4 A I B g v B Y TL-6, O HL TL-6 B K5 iR
PO S L AR R R T G, SR WY TL-6 AT AR Sy T i 6k 5 11
AEYFRILY .

BIF 9T % B0, O S8 B 1L-6 I T5 (R AT W B T4 IR 4
ARG B AT J5 T8 B I (P<C0. 05) , I 35 7 11-6 7K 3 55 579 5L g
A3 A 56 (P<C0. 05), TL-6,CA125 Il 58 1 45 5 %F 15 W 59
LI Y R M DR S B M < 81, 33%0.84. 79% 570, 66% .
79.98% , R 1L-6, CA125 J& Ui 559 & ¥ 12 Wi 19 R 4 45 s .
TH AR L 2 U U S 92, 015, B B O F B IAG
W (P<C0. 05) , % B L388 19 52 M S W s 4 o L

ot g AR 3 TS 0 0 BT L A A T I TL-6>
13 pg/mL) K Ji 4 85 vk JBE I 3 116 /K S 4 1 R 2 i 2
S 30 L R 0 A A I [ RO B R TR AR

R T g L R 48 1M 3 11-6 K P BB T B4 (P <
0. 01) . [ JI 988 M oRe K T R4 T 3.5 em ML 1L-6 K F- W] B 55
F/NFEEET 3.5 em 4 (P<<0. 01), s I 36 4% 5 1034 11~
6 7K FAH & (P<<0. 01, R J5 K ALY & 3% i B MK (P<C0. 05) , fi
96 1) 72 W B IS TL-6 (> 5. 2 pg/mlL) 7K - £ 4 i i % b o
L 3 B 09, BB 10 A A7 1) i A R SR I R AR AED L R
B TR A B E IS TL-6. 98 R $1 J8 (carcino embryonic anti-
gen, CEA) \CA19-9 ¥ B2 W3 & T T R D) BR AL (¥ ¥k B K
o FE 2 AE LW N FE T AR E Y LT TL-6 A1 CEA Wk I B
ARG I K 2 AR B B A I TS IL-6 A1 CEA #e gD,

B EFHWE 42 6 e TCIe B 1835 48 il b e JF 56 4% i %
50 44 BREAR K T-6 7K F-, B 32 1038 AR R AE 1 48 (re-
ceiver operatirg characteric, ROC) #EA7 ¥4y . 45 0 . Blojd BT 546 %%
A IL-6 AP T IARMMRE CHEBA, HERAESRIT¥E
Y(P<C0.05) ; il TCHEAL AL 1L-6 /K F i Fx 4. HE R/
it L (P<C0. 05), 1L-6 [ %Rk & T84k i £ F i f1
(rea under curre, AUC) fy 0. 846, 11.-6 AR W S 450 12
pg/mL, 7 A3 KR % 43 5k 66. 7 261 80. 6601,

2 2HEBRBX

XFF 96 1l 2 Pk R R R R R G fk A RO IE I e TL-6,
I3 TL-6 1 F{E AL 11 pg/mL, RS K 1. 00,855 FE 4 0. 86,
AUC 2k 0. 925, 11-6 A% 4f 4t % 5112 W 8 5E 202k IR 6
IE SRR KU . A — R Ay M ob, i g 1L-6 AUC £ 58
1.2.3 K% 512 W7 5 RE 2 I IR 28 R i 2 M JBE IR 4% 43 0 Ky
0.75.0.88 Fll 0. 85,

3 BHTREE

BT RE B EA K 1L-6 & 53 8 T IR W R4 (P<
0.05), Wil 5B R E 5 B FH KK b 1L-6 T2 Rigyr A
HeExhy,

4 RIL-6 5RARIEE

TL-6 1, g 5 b 5 1) °FF R e R e AN B R L RS
PR EL WE TL-6 S g A 18. 00 pg/ml, R B FI4Y 5 B
43I H 88.00% 1 74. 00 %), [ 3 TL-6 f) FL 58 {8 B 22. 00
pg/mL . R AL AR 5 B 43 5 88. 0026 il 83. 00 %615 #E /)
F 12U, IR IL-6 FEfE 2 70. 00 pg/mg HLEF, 12 Wi B da
5 9% 1 2L B AR S BE 4 50 g 86. 00 %0 81..00%
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PR 1L-6 7K 3 285 W W00 7 e 35 i I & 2 1 B 32 9 (acute re-
nal failure, ARF) R 112 Wi h R A & X, ELISA 3 & JR 1L-6
KL 24 LR IL-6 T K T o % T 50 Y0 ZE ik (5 E 412 Wi 7 PR
B, JR IL-6 T2 ARF (9 Sk B A 55 5 40 51 5 90. 5 %0
94.6% . ULEIRR IL-6 207 ARF [0 B | UK 3 ARr 5 5 38
e T LT » BE % T A0k i s e /N BR UG i R (GFRO 5 DL AL
FTh = R F 5 F 50 % 3L 1E A ARF (12 Wi b i i, ROC
M2 4 #1878 R 1L-6 X%F ARF 1% 12 Wi f # B 5 (AUC Wy
0.978) , BLHH JR 1L-6 7€ k¥ 4k I & ARF B 12 Wb i) %5 i WL
[ N
5 % i

Jii A B R 3 B 1M v P 1L-6 7K P (ng/mL) B B F i 4
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A7 B A% AR R L K ST R 1R 5 [ 55 4% 0 T T A BB AR 3 R A 3 v
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FHI S BRI G 220 .

6 EEAHBLEETENIEMS

40 BIEAE A B Y B P 20 i 6 T, M IL-6 KR
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HiKF, A IL-62>300 ng/L Wi 3 & 4 09 & A, H BH A 150 )
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IE 4 % BRZL (109, 13) pg/mL; 3l 7 ROC AUC 43 #7, 45 1 K
) ROC i 28 8 7% , AUC 1L-2R=0. 23, AUC IL-6=0. 39, AUC
1L-10=0. 28, AUC CL-IV =0. 37, ¥/NF 0. 5, H 2 S L5 i %
B ULMITE BRI 1~3 d PRI 2848 45 B9 28 16 TG 75 i e i J2:
BB atkli RN . B 87. 50U MBERETARE 6~
SAdMNEL B BAHF M, Fr L% 7 XK ROC il £ 8 FLAR ,
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IV=0.4, Hi FIEC & & HEF RN J0 3k 5 2] 5 10112 Wiy
g, R ORI . INSEIR AT 1, 565 5 KA, 4 TiF8 AR 35 H 31
ANRERRE T R W R M E. e R, AUC 1L-6
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7 BT 88. 80 %0 HETM I 68. 40 %610, 1L-6 2 W 0 B % At L 10
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