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[Abstract] Objective To explore the effects of Huoxue Jiedu Jiangtang formulation (HJJF) on the balance
between pro-inflammatory and anti-inflammatory cytokines in un-revascularization patients with diabetic acute
coronary syndrome (DACS) and analyze its possible therapeutic mechanisms. Methods A prospective study was
conducted, 67 DACS patients admitted to Depariments of Cardiology or Traditional Chinese Medicine (TCM) in Affiliated
Hospital of Youjiang National Medical College from August 2014 to July 2015 without undergoing any revascularization
therapy for various reasons were enrolled, and they were randomly divided into control group (33 cases) and
abservation group (34 cases). Both control and observation groups received the routine Western medical treatment, and
in observation group, additionally the patients were treated with HJJF [ginseng 10 g, astragalus 15 g, radix ophiopogonis
15 g, cornus 10 g, radix rehmanniae 15 g, rthubarb 5 g, turtle shell 15 g, peach kemel 10 g, cortex moutan 10 g, rhizome
coptidis 8 g, salvia miltiorthiza 10 g, yam 15 g, magnoliaceae 10 g] decocted with water into 300 mL, warmly taken
100 mL, 3 times a day (in the moming, at noon and in the evening daily). The therapeutic course for all the patients
was 2 months. Before and after treatment the changes of total score of traditional Chinese medicine (TCM) clinical
symptoms such as chest tightness, chest pain and their frequency and duration of onset, palpitation, shortness of breath,
fatigue spontaneous perspiration and total symptom score were observed, and the changes of electracardiogram (ECG)
were recorded; the serum levels of pro—inflammatory cytokines [C-reactive protein (CRP), interleukins—6 (IL-6), tumor
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necrosis factor—a (TNF-a)] and anti-inflammatory cytokines [interleukins—10 (IL-10), adiponectin (ADPN)] were
studied, and their adverse reactions were observed in two groups. Results Compared with those before treatment,
the frequencies and scores of chest tightness and pain after treatment in two groups were decreased; the duration of
chest tightness and pain, fatigue and the total symptom score in observation group were obviously lower than these in
control group (0.6+0.3 vs. 1.2+0.8, 1.2+0.4 vs. 1.5+ 0.6, 7.2 £ 3.2 vs. 14.1 £ 6.8, respectively, all P < 0.05). After
treatment, in the ECG of two groups, the numbers of ST segment falling, T wave depression and inversion were lowered
more obviously than those before treatment, and the degree of lowering in observation group was more significant (ST
falling number: 2.8 +0.6 vs. 4.7+ 0.7, T wave depression number: 2.1 £0.9 vs. 2.5+ 1.0, T wave inversion number:
2.0+0.8 vs. 2.3+ 1.5). Compared with those before treatment, the serum levels of CRP, IL-6 and TNF-a were
obviously decreased, and the levels of IL-10, ADPN in the two groups were markedly elevated, and the changes were
more significant in the observation group [CRP (mg/L): 2.82 +0.37 vs. 4.11 £0.52, IL-6 (ng/L): 126.36 + 28.37 vs.
165.57 + 33.75, TNF- a (ng/L): 27.56 + 8.92 vs. 46.85 + 11.79, IL-10 (ng/L): 45.86 + 10.21 vs. 30.45 + 10.85, ADPN
(mg/L): 15.15 £ 3.22 vs. 8.43 +2.38, all P < 0.05]. No other adverse reactions were found in the course of treatment in
the two groups. Conclusions HJJF can obviously reduce the serum levels of pro-inflammatory cytokines (CRP, IL-6
and TNF- a ) and increase the levels of anti-inflammatory cytokines (IL-10 and ADPN), indicating that the therapeutic
effects of HJJF on DACS patients might be partially due to regulating the balance between pro- and anti-inflammatory
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