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Clinical Analysis of Post — operative Capillary Leak Syndrome with Acut Kidney Injury. Liang Wei, Shi Ming, Cheng Hui, Lai Xiaoxi,
Wang Rui, Ding Guohua. Division of Nephrology, Renmin Hospital of Wuhan University , Hubet 430060, China

Abstract Objective To explore the clinical features and management in patients with post — operative capillary leak syndrome
(CLS) complicating acute kidney injury. Methods Clinical data of 6 patients with post — operative CLS complicating acute kidney injury
was analyzed. Results Postoperative serum albumin concentration was significantly lower than preoperative value (20.32 +1.35g/L vs
34.68 +3.80g/L, P <0.05). Postoperative concentration of serum creatinine was significantly higher than preoperative data (206.90 +
120. 60 wmol/L vs 90.02 £24.85pumol/L, P <0.05). After an intensive therapy with fluid resuscitation, glucocorticoid and continuous

veno — venous hemofiltration (CVVH) , 4 patients recovered in renal function and serum albumin, 1 case developed chronic renal failure

and 1 case died of multiple organ failure. Conclusion CLS may be responsible for the post — operative decrease of serum albumin and

early blood purification and colloid resuscitation may improve the prognosis of the condition.

Key words Capillary leak syndrome; Acute kidney injury; Continuous veno — venous hemofiltration
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Effects of JNK1 Gene Silencing on the Proliferation of Human Lung Fibroblasts. Lin Beibei,Zhang Hui,Lin Li,Chong Lei,Zhang Weixt,
Li Changchong,Zhang Hailin. Yuying Children's Hospital of Wenzhou Medical College , Zhejiang 325000 , China

Abstract Objective To investigate the effects of lipofectamin mediated siRNA targeting C — Jun N — terminal kinase (JNK1) on
the proliferation of human lung fibroblasts, so as to reveal the relationship between JNKI and cell proliferation in ashthma. Methods siR-
NA sequence against JNK1 and nonsense sense oligonucleotides were designed. After recombinant being produled, flow cytometry was used
to detect the optimal concentration of siRNA to transfect. RT — PCR and Western blot were used to test knockdown effect in MRC -5 cells.
CCK -8 was used to observe cell proliferation. Results The optimal concentration of transfection is 50nmol/L. RT - PCR and Western
blot results indicated that the expression of JNKI was significantly decreased compared with the other control groups. CCK - 8 revealed that
cell proliferation rate was markedly inhibited in JNK1 RNAi group in comparison with control groups. Conclusion Recombinant lipo-
fectamin expressing siRNA targeting JNK1 was constructed successfully, and cell proliferation was significantly inhibited after JNKI
knockdown in MRC -5, which paves the way for further research on JNK pathway involved in development of asthma.

Key words C - Jun N - terminal kinasel ; RNA interference ; Cell proliferation
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