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ABSTRACT Objective: To investigate the protective effects of anti-inflammatory mixture of traditional Chinese medicine on my-
ocardial injury caused by sepsis and its mechanisms. Methods: A total of 32 mice were randomly assigned into 4 groups: normal control
group, sham operation group, and model group (sepsis group), and anti-inflammatory mixture group. After cecal ligation and perforation
(CLP), rats in the sepsis group and anti-inflammatory mixture group were given normal saline, anti-inflammatory mixture respectively.
Normal saline (1.4 mL/100 g) was given once a day before sham operation, and normal saline (5 mg/kg) was intraperitoneally injected
once a day for 3 consecutive days. Sham operation was performed on the fourth day; In the model group (sepsis group), CLP mice were
given normal saline (1.4 mL/100 g) once a day and intraperitoneal injection of normal saline (5 mg/kg) once a day for 3 consecutive days.
In the anti-inflammatory mixture group: anti-inflammatory mixture (1.4 mL/100 g) was given once a day before surgery, and normal
saline (5 mg/kg) was given once a day for 3 consecutive days. Specimens were collected at 24 hours after operation in each group. HE
staiing and TUNEL staining were used to observe the myocardial tissue damage, and serum levels of tumor necrosis factor-a (TNF-a)
and inflammatory factor interleukin-13 (IL-1B) were detected. Results: Compared with the normal control group or sham group, signifi-
cant damage of myocardial tissue was observed in CLP model group, a large number of inflammatory cells infiltrated, and myocardial
cell apoptosis increased significantly (P<0.01); Compared with CLP model group, anti-inflammation mixture (AIM) group had less my-
ocardial damage and the number of apoptotic myocardial cells significantly decreased (P<0.01). Compared with normal control group or
sham group, serum levels of TNF-a and IL-1B in CLP model mice were significantly increased (P<0.001), and the levels of TNF-« and
IL-1B in TCM AIM group were significantly decreased compared with model group (P<0.01). In addition, compared with normal control
group and sham group, mRNA and protein expression levels of SIRT1 were significantly decreased in the model group, and AIM signifi-

cantly improved SIRT1 transcription and protein expression levels. Conclusions: Anti-inflammation mixture could protect mice against
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sepsis-induced myocardial injury, which might be related to increase the expression of SIRT1 and decrease of inflammatory response.
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5 FP201, ¥l F b s RARAE MR A7 BR /A 7] s ELISA G871 £
(TNFa, 5245 EK282;1L1@, 185 EK201B) Il [ BERFA: Py A
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Fig. 1 HE staining of myocardial tissue of each group (x 200)
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Note: A. normal group; B. sham group; C. CLP group; D. CLP+anti-inflammation mixture (AIM) group.
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Fig. 2 TUNEL staining of myocardial tissue of each group (x 200)
FAEESE BRFAE CHRIEREE DRAEHA ETUNEL FHEHMLSITE
Note: A. normal group; B. sham group; C. CLP group; D. CLP+anti-inflammation mixture group;

E. Statistical analysis of apoptotic cells; n = 8; The significant differences were shown in the bracket wih *P<0.05, **P<0.01; **P<0.001.
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1 SENRMFEH TNF-o JL-1 MAKFEE (2t 5)

Table 1 Comparison of serum levels of TNF-o and IL-1@ between rats of each group (xt s)

Groups n TNF-a (pg/mL) IL-1B (pg/mL)
NC 8 78.357+ 2.47 5490+ 8.75
Sham 8 96.278% 4.31 66.681% 10.57
Model 8 239.905+ 9.19** 147.77+ 31.25%*
AIM 8 165.53+ 10.83“* 117.135+ 30.19**

Note: Compared with the normal group **P<0.01, compared with the model group * * P<0.01.
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TNFa
300 s
° % % %k
!=i' Lt
200 L
®

100-

Serum TNFa (ng/ml)
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1 1 1
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IL-1B
200' %k * %%k
T g,
S 150 =~ TR
= - 2
Q [ J
~ 100- -
= o
£
2 50-
Q
(O]

0

1 1 1 1
ControlSham CLPCLP+AIM

B 3 /MEOAZEZR SIRT1 mRNA FRiEKF
Fig.3 The mRNA level of SIRT1 in the myocardial tissue of all groups

Note: n=8; Significant differences were shown in the bracket (compared with Control or Sham group *P<0.05, ***pP<0.001; compared with CLP group
#p<0.01, #P<0.001).
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