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Clinical study on low molecular heparin combined with cyclophosphamide in treatment
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Abstract: Objective To observe the clinical effect of low molecular heparin combined with cyclophosphamide in treatment of
idiopathic interstitial pneumonia. Methods Patients (60 cases) with idiopathic interstitial pneumonia in Tianjin Haihe Hospital from
October 2014 to October 2015 were randomly divided into control (30 cases) and treatment (30 cases) groups. Patients in control
group were po administrated with Cyclophosphamide Tablets, 25 mg/time, once daily, increasing 25 mg every week, and the maximum
dosage was 150 mg/d. They were treaed for 2 weeks and another 2 weeks for rest. Patients in the treatment group were sc administrated
with Low Molecular Weight Heparin Calcium Injection on the basis of control group, 5 000 U/time, twice daily, and injection in the
first two weeks of each month. The patients in two groups were treated for 4 months. After treatment, CRP scores, pO, and VC, IL-6
and TNF-o, and adverse reaction between two groups were compared. Results After treatment, clinical and physiological scores in
two groups were diminished more than those before treatment (P < 0.05), and the two scores in the treatment group decreased more
obviously than those in the control group, with significant difference between two groups (P < 0.05). pO, and VC in two groups were
higher than those before treatment, and the differences were statistically significant in the same group (P < 0.05). And pO, and VC in
the treatment group were higher than those in control group with significant difference between two groups (P < 0.05). The levels of

IL-6 and TNF-a in two groups were lower than those before treatment (P < 0.05), and the observational indexes in the treatment group
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decreased more obviously than those in the control group with significant difference (P < 0.05). The adverse reaction rates in the

treatment and control groups were 3.33% and 16.67%, respectively, and there were significant difference between two groups (P <

0.05). Conclusion Low molecular heparin combined with cyclophosphamide has a significant clinical effect in treatment of

idiopathic interstitial pneumonia with little adverse reaction, which has a certain clinical application value.
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Table 1 Comparison on CPR scores between two groups ( X£s,n=30 )
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*P < 0.05vs same group before treatment; P < 0.05 vs control group after treatment
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