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Abstract: Sanguisorba officinalis L. is a traditional herbal plant that belongs to the genus 

Sanguisorba and the family Rosaceae. Two new phenolic glycosides (1−2), ten known phenolics 

(3−12), and six known monoterpenoid glycosides (13−18) were isolated from the roots of S. 

officinalis using silica gel column and preparative middle pressure liquid chromatography 

(MPLC). The chemical structures were elucidated based on extensive spectroscopic experiments, 

including 1D and 2D NMR as well as HR-ESI-MS, and comparison with those reported in the 

literature. Compounds 3−5, and 13 were isolated from the Rosaceae family and compound 7 was 

obtained from the genus Sanguisorba for the first time. Additionally, all compounds were 

evaluated for their anti-complementary activities against the classical pathway. Furthermore, 

compounds 1, 5, 9, and 14 showed significant anti-complementary activities with the 50% 

hemolytic inhibition concentrations (CH50) values of 0.40 ± 0.03, 0.57 ± 0.01, 0.51 ± 0.07, and 

0.53 ± 0.05 mM, respectively. 
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Table S1: Anti-complementary activity through the classical pathway (CP) of compounds 1–18
a
 

Compounds CH50 (mM) 

1 0.40 ± 0.03 

2 0.98 ± 0.06 

3 NE 

4 2.08 ± 0.27 

5 0.57 ± 0.01 

6 1.76 ± 0.08 

7 NE 

8 1.51 ± 0.21 

9 0.51 ± 0.07 

10 NE 

11 NE 

12 1.46 ± 0.24 

13 1.54 ± 0.12 

14 0.53 ± 0.05 

15 0.90 ± 0.07 

16 NE 

17 NE 

18 NE 

Heparin
b
 0.30 ± 0.02 

 

a
Data were expressed as mean ± SD (n = 3); CH50 stand for the 50% hemolytic inhibition concentrations 

through the classic pathway; NE denotes that this compound has no inhibitory effect at the maximal 

concentration  tested. 

b
Heparin was used as the positive controls (mg/mL). 

 


