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ABSTRACT Objective: In this study, we assessed the effect of prostaglandin E1 (PGEl) in coronary microvascular disease
(CMVD )and explored the underlying mechanisms. Method (s): 92 patients with CMVD were randomly divided into a PGE1-treatment
group (n=47, PGEI 10ug/d, iv drip) and a control group (n=45, comparable dose of physiological saline). The whole therapeutic course
was 10 days. The score of Seattle angina questionnaire(SAQ), the level of thrombomodulin(TM) and superoxide dismutase(SOD) were
measured at baseline and after treatment. Result(s): PGE1-treatment group improved all SAQ items(physical limitation, angina frequency,
angina stability, treatment satisfaction, disease perception) compared with control. Furthermore, the level of TM decreased in
PGEl-treatment group compared with control. (PGE1 group: 18.25+ 7.84 vs control group: 23.1% 9.11, P<0.05). There were no
statistical differences between the two groups at the level of SOD (PGE!1 group: 78.23% 18.61 vs control group: 71.01+ 19.1, P=0.07).
Conclusion (s): PGE1 may play a therapeutic role of CMVD patients in relieving angina and improving the quality of life by decreasing
the level of TM and protecting the endothelial cells of coronary microvascular.
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Table 1 Main clinical characteristics of patients enrolled in the study

PGE1 group

Control group

variable P value
(n=47) (n=45)

Age(yrs) 55.67+ 4.04 56.47+ 4.15 0.35
Male/Female 16/31 15/30 0.56
BMI(kg/m2) 27.16% 3.1 26.69% 3.7 0.68
Hypertension 26(55%) 21(47%) 0.51

Diabetes 29(61%) 31(69%) 0.42
Dyslipidemia 36(77%) 32(71%) 0.46

Smoke 9(19%) 11(24%) 0.83
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Table 2 SAQ scores at baseline and after treatment of PGE1 group and control group. Data were expressed as x+ SD

Baseline After treatment
PGEI group Control group P value PGEI group Control group Pvalue
(n=47) (n=45) (n=47) (n=45)
physical limitation 62.98+ 10.41 63.38+ 11.29 0.86 75.55+ 12.75 65.91% 9.97 <0.01
anginal stability 30.85+ 26.9 31.67+ 29.06 0.89 59.04+ 26.51 41.87+ 21.85 <0.01
anginal frequency 61.06+ 20.13 59.78%+ 19.15 0.76 76.6% 14.18 66.89+ 12.97 <0.01
Treatment
73.68+ 16.62 71.51% 18.71 0.56 84.04+ 12.55 76.82+ 12.02 <0.01
satisfaction
disease perception 46.66% 16.81 49.69+ 14.71 0.37 61.21+ 11.21 53.16x 13.77 <0.01
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Fig. 1 Results of the SAQ scale at baseline and follow-up in the PGE1 group and control group. Data were expressed as means
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Fig. 2 Differences of SAQ scores between after treatment and baseline.(* P<0.05 vs baseline)
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Fig. 3 The level of TM decreased in PGE1-treatment group compared with
control.(PGE1 group:18.25% 7.84 vs control group: 23.1% 9.11, *P<0.05)
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