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Effects of the Early Use of Heparin on the Prognosis Related Indicators of Patients with Acute Respiratory
Distress Syndrome

LI Yi,DENG Lei(ICU, Sichuan Academy of Medical Sciences / Sichuan Provincial People’s #0spital, ‘Chengdu
610072, China)

ABSTRACT OBIJECTIVE: To explore the effects of the early use of heparin®on the prognesis related indicators of patients with
acute respiratory distress syndrome (ARDS). METHODS: Data of 86“ARDS patients were retrospectively analyzed and divided in-
to observation group (45 cases) and control group (41 cases) by whether the early use of heparin. Control group received invasive
mechanical ventilation, using end-expiratory pressute)\(REEP) ventilation method, enteral nutrition support, nasogastric enteral nu-
trition suspension 35-40 kcal/(kg-d); patients with combined infection were given Sodium ceftizoxime for injection 2 g, adding in-
to 0.9% Sodium chloride injection 100 mL'by intravenously infused, twice a day. Observation group was additionally given Hepa-
rin sodium injectionq6 250 units by continuous intravenously pumped. They were treated for 14 d. The cumulative incidence of dis-
seminated ifitravascular coagulation (DIC), and D-dimer, platelet count (PLT) before treatment and after 3, 7, 14 d of treatment,
IL-6,3]L-8, IL-10, TNF-a levels before and after treatment, and the incidence of adverse reactions in 2 groups were observed. RE-
SULTS: The cumulative incidence of DIC in observation group was significantly lower than control group, with statistical signifi-
cance (P<<0.05). Before treatment, there were no significant differences in the D-dimer, PLT, IL-6, IL-8, IL-10, TNF-a levels,
with no statistical significance (P>0.05). After treatment, D-dimer, IL-6, IL-8 and TNF-a levels in 2 groups were significantly
higher than before, while observation group was significantly lower than control group; PLT in 2 groups was significantly lower
than before, while observaton group was higher than control group, with statistical significance (P<<0.05). There was no signifi-
cant difference in the IL-10 level in 2 groups before and after treatment (P>>0.05). And there were no obvious adverse reactions
during treatment. CONCLUSIONS: Based on conventional treatment, early use of heparin can significantly decrease the DIC rick
for ARDS patients, which can improve coagulation disorders, reduce inflammatory response, and dose not increase the incidence
of adverse reactions.
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Clinical Efficacy of a-Lipoic Acid versus Epalrestat in the Treatment of Diabetic Peripheral Neuropathy: A
Systematic Review
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ABSTRACT OBIJECTIVE: To systematically review the efficacy of a-lipoic acid versus epalrestat in the treatment of diabetic pe-
ripheral neuropathy (DPN), and provide evidence-based reference for clinic. METHODS: Retrieved from CJFD, CBM, VIP, Wan-
fang Database and PubMed, randomized controlled trials (RCT) about a-lipoic acid versus epalrestat in the treatment of DPN were
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