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# E BM i Clara 40150 W B - 16 ( Clara cell protein — 16, CC — 16) 7K 3 I T 201 W W% 27 30 45 A 1iF 28 3% 48 1)
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28) (W E ARDS 2 (n =33) K H BE ARDS 2 (n=36) ., MRIEAF R 30 KAGIEAEI , 50 W AETFH (0 =57) KARILH (n=40) . FTA &
N G T R S 50 5 45 AR K LIS CC - 16 /KO, i 5% APACHE TT &% SOFA 74, ROC £ 4l CC - 16 . APACHE II &% SOFA
WAMBE e, &R ARJ“HBRE ARDS £HME CC - 16 /K i & Z k435 4 #H BE ARDS 26 (27.33 £ 8. 14ng/ml) (1 i
ARDS #4(20.27 £6.97ng/ml) K5 ARDS 4H (13.87 +5.23ng/ml) , £ % 30 KN HHIEAY ARDS H 3 K4k 1y CC - 16 K &
BT AR (24.98 £8.33 vs 18.03 £8.05,P =0.000) , CC - 16 Bl fdi B (5 AUC 34 0.782(95% CI:0.691 ~0.872) ,CC - 16 Ik
4 APACHE Tl & SOFA 143 AUC 3 0.811(95% C1:0.728 ~0.895) , 4 IiL{ CC - 16 KAk ( <18.78ng/ml) 3% 30 K
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Abstract Objective To investigate the prognosis value of serum Clara cell protain — 16 (CC —16) levels in patients with acute re-
spiratory distress syndrome ( ARDS). Methods A total of 97 patients with ARDS from April 2013 to April 2016 were enrolled, and they
were divided into mild ARDS (n =28), moderate ARDS (n =33) and severe ARDS (n =36) group. According to the 30 — day mortali-
ty, patients were divided into survival group (n =57) and death group (n =40). The routine laboratory parameters, serum CC - 16 lev-
els, APACHE I score and SOFA scores were recorded. ROC curve was used to evaluate the prognostic value of CC — 16 combined with A-
PACHE Il and(or) SOFA score. Results The CC - 16 levels in patients with ARDS from highest to lowest were: severe ARDS group
(27.33 +8. 14ng/ml) , moderate ARDS group (20.27 £6.97ng/ml) and mild ARDS group (13.87 +5.23ng/ml). The baseline CC -
16 levels in death group were significantly higher than survival group (24.98 +8.33 vs 18.03 +8.05ng/ml, P =0.000). The AUC of CC
— 16 used for prognosis in ARDS patients was 0. 782 (95% CI. 0.691 —0.872) alone, and the AUC of CC - 16 combined with APACHE
Il and SOFA score was 0.811 (95% CI: 0.728 —0.895). The 30 — day overall survival in patients with low baseline serum CC - 16 level
( <18.78ng/ml) was significant higher than patients with high CC - 16 level ( =18. 78ng/ml) (83.7% vs 38.9% , P =0.000).

Conclusion Serum CC - 16 can be used as a useful prognostic indicator for short — term outcome in patients with ARDS.

Key words Acute respiratory distress syndrome; Clara cell protein — 16 ; Acute physiology, chronic health evaluation Il score;Se-

quential organ failure assessment;Prognosis

2 PEE IR F 38 25 5 iE (acute respiratory distress
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PEf#E B T (acute physiology, chronic health evaluation
Il ,APACHE 1) #E4y . F 51 #8 B = 4% ( sequential or-
gan failure assessment, SOFA ) 34325 4% & P i B,
X VP45 R 1 0 T 08 Il PR RE IR K 552 56 2 4 A 1Y
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ELISA 35 (1) 46 A #§ & Thermo 2 ] A= 7= 1 il A5 12
(Thermo Scientific Multiskan) , £ % & 480nm

4 3R97 KW U5 T A A A ICU, 45 7 R AL
IE TR 8 SRR YT, [F) I A7 0 i e, AR e IR e 3R
WA 85 T YU AR RIB YT, & IF FAL I A I X E AR
e R B I ] (A2 30 K ) B BT DL K
SR A 73 (overall survival,0S)

5. G857 vkl T SPSS 18. 0 B A% 43 A Al
GraphPad Prism 5.0 #fF2x &, 1E A0 A i i TR
FHIGHC £ bRl 22 (x 2 s)  ALIA) LB AR ST REAS ¢ A
B s TR n (% ) o, AL HL B Y K 56

ROC i e PPAl 5 A0 A, A= A7 M 2k 9 LBl A Log -
rank 3,4 P <0.05 N EFHGIT¥E X,
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1BH — MO L8 % 45 br & CC - 16 K-
AN[R] = E ARDS fH 3 BR L — M1 00 S 52 5 = 48 A UL
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FE T, R I AR A 95 SE A B0 43 N AEAF A (n = 57) K E
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Bt 30 R HEIN ARDS [ & FEZ 1Ml CC - 16 /K7
HEmTHEAEE, ZERAGI 2 E L (24.98 £8.33
vs 18.03 +8.05,P =0.000) ,

®1 FEM™ERE ARDS 2E—RER KWEHMREMBF CC -16 Kk F

1§ 8 ARDS 2 (n=28) " JiF ARDS 41 (n=33) EJF ARDS #l(n =36) t/x P
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®2 FER3IOXFEEKEREE—HRBER . KLEEHHRER CC-16 kF

i H M (n=57) WAL (n =40) X’ P
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11 3% 43 M B T 700 ARDS £ 3% 48 B 30 K0 58 114 it
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77.5% , F¢ S 0649, SOFA 3T 43 il {8 A #Y
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80.7% , CC —16 F{i F{ng AUC 4 0.782,95% CI
A 0.691 ~0.872, cut — off {HHL 18. 78ng/ml I, Tl
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Changes in Serum Inflammatory Cytokines, Plasma Hcy and Hemorheology in Patients with Diabetic Microangiopathy. Dong Junjie ,Dong
Lihong. No. 1 Department of Health Care for Cadres,People’s Hospital of Xinjiang Uygur Autonomous Region ,Xingjiang 830001 , China

Abstract Objective To explore the changes in serum inflammatory cytokines, plasma homocysteine ( Hey) and hemorheology in
patients with diabetic microangiopathy of different severity. Methods A total of 180 T2DM patients admitted to our hospital from January
2013 to July 2015 were selected and randomized into either the no diabetic retinopathy ( NDR) group, background diabetic retinopathy
(BDR) group or proliferative diabetic retinopathy ( PDR) group, each including 60 patients. We compared serum hypersensitive ¢ — reac-
tive protein (ths — CRP) , interleukin —6 (IL —6) and tumor necrosis factor — alpha (TNF — «) levels, plasma Hcy level, and hemorheo-
logical indicators across the three groups. Results Serum hs - CRP, IL -6 and TNF - « levels, plasma Hcy level and hemorheological
indicators were all significantly higher in BDR and PDR groups than in NDR group, with statistically significant differences (P <0.05).

Serum hs — CRP, IL -6 and TNF - « levels, plasma Hcy level and hemorheological indicators were all significantly higher in PDR group
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