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The influence of Danhong injection on neurological function and concentration level of
hs-CRP, TNF-a, IL-6 in patients with acute cerebral infarction WANG Hua, HUANG Ling,
CHEN Ping, ZHONG Zeng-zheng, XU Wu, LAl Fu-juan. Department of Integrated TCM and Western
Medicine, The People's Hospital of Lianjiang City, Lianjiang 524400, China

[Abstract] Objective To explore the influence of Danhong injection on neurological function and
concentration level of high-sensitivity C-reactive protein (hs-CRP), tumor necrosis factor alpha (TNF-a.),
interleukin 6 (IL-6) in patients with acute cerebral infarction. Methods According to random number table
method, eighty patients with acute cerebral infarction were randomly divided into a control group and a
treatment gruop. Both groups were treated by aspirin, vitamine E, C and symptomatic treatment. At the same
time, the treatment group was added Danhong injection, the control group was added low molecular dextran and
citicoline, once a day, for 14 days. Results After the treatment, the concentration levels of hs-CRP [treatment
group (2.11£0.31) mg/L, control group (2.72+0.23) mg/L], TNF-a [ treatment group (0.35+0.07) ug/L, control
group (0.51+0.06) pg/L], IL-6[treatment group (18.17 %3.15)pg/ml, control group (28.13 +4.97) pg/ml]was
significantly lower than those before the treatment in both groups (P<<0.05) . However, the concentration level
of hs-CRP, TNF-a., IL-6 in treatment group was significantly lower than that in control group (P<<0.05). ADL
scores [treatment group (20.26+2.17) scores, control group (28.83+2.93) scores] and NIHSS scores [treatment
group (18.34£1.25) scores, control group s(22.52+1.09) cores] were significantly lower after treatment than
those before the treatment in both groups (P<<0.05), but all scores in treatment group were significantly lower
than those in control group (P<<0.05). Conclusion Danhong injection decreased the concentration level of
hs-CRP, TNF-a, IL-6 and NIHSS scores, ADL scores significantly. It also alleviated neurological function defect,
enhanced the patient’s activities of daily living, and reduced the disability rate of ischemic brain damage.
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