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Abstract; Objective
yellow A ( HSYA)
pulmonary disease ( AECOPD ) mice and its mechanism of action.
Methods
and experimental — L., — M, — H groups, with 20 mice per group. The

To explore the therapeutic effect of hydroxysafflor

on acute exacerbation of chronic obstructive
Mice were randomly divided into control group, model group

control group was raised normally, and the other groups were exposed to
cigarette smoke ( CS) and mnon — typeable Haemophilus influenzae
(NTHi) infection to establish an AECOPD mouse model. Starting from
the 12th week of CS exposure, experimental — L, — M, — H groups were
administered 25,50 and 100 mg - kg™' - d"' HSYA by gavage, and
control and model groups were given 0. 9% NaCl by gavage. Five groups
were administered once a day for 2 weeks. The functional residual

capacity (FRC) of the mice was measured using the Buxco lung function
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test system. The percentage of neutrophils in bronchoalveolar lavage fluid ( BALF) was measured using flow cytometry.
The expression levels of phosphatidylinositol — 3 — kinase ( PI3K) and protein kinase B ( Akt) in lung tissues were
detected by Western blot. Results
(0.31 £0.01),(0.27 £0.01),(0.37 £0.02) and (0.25 £0.01 ) L; the neutrophil percentages were (37.96 £2.88)% ,
(28.41 £ 1.64)% , (60.27 £2.12)% and (11.33 £0.31)% ; the phosphorylated PI3K/PI3K ratios were 1.59 + (.08,
1.30 £0.06,2.28 + 0.08 and 1.00 =0. 06; the phosphorylated Akt/Akt ratios were 1.33 = 0.11,1.15 + 0.03,
1.76 £0. 11 and 1.00 = 0.06, respectively. Compared with model group, the differences of above indexes in

The FRC of experimental — M, — H groups, model group and control group were

experimental — M, — H groups were statistically significant(all P <0.05). Conclusion HSYA may reduce neutrophil
activity by inhibiting the PI3K/Akt pathway, thereby inhibiting inflammatory responses and alleviating lung injury.

Key words ; hydroxysafflor yellow A ;acute exacerbation of chronic obstructive pulmonary disease ;neutrophil migration ;

inflammation response ; phosphatidylinositol —3 — kinase/protein kinase B pathway
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Table 1 Comparison of lung function among five groups of mice

(x %s)
Group Dose . FRC FEVO. 1
(mg - kg™") (L) /FVC
Control - 20 0.25+0.01  0.98 +0.03
Model - 20 0.37+0.02% 0.67=0.03"
Experimental — L 25 20 0.33+0.01** 0.76 +0.04 **
Experimental — M 50 20 0.31+0.01** 0.82=0.04**
Experimental — H 100 20 0.27 +0.01** 0.90+0.06"*

FRC : Functional residual capacity; FEV0. 1/FVC:100 ms forced expiratory
volume/forced vital capacity; Compared with control group, * P < 0.05;

Compared with model group,*P <0. 05
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Table 2 Comparison of inflammatory factors in bronchoalveolar lavage fluid (BALF) in five groups of mice (x £s)

Neutrophil count Neutrophil percentage IL-6 IL-8
Group

(x10° - mL™!) (%) (pg-mL™") (pg - mL™1)
Control 9.83 +0.70 11.33 +0.31 52.45 +3.09 56.27 +1.08
Model 54.29 +2.92* 60.27 +2.12* 203.65 +£10.97 " 226.83 +9.83*

41.43 £1.80**

Experimental — L
Experimental — M 31.92 1. 31 **

Experimental — H 21.66 £1.07 **

48.33 £2.03 **
37.96 +2. 88 **
28.41 +1.64 **

161.09 +3.52 * 171.91 £11. 82 **

121.34 £7.66 ** 144.27 +5.41 **

102.82 +3.36 ** 109.98 £5.50 **

Dose and n refer to table 1;IL -6 :Interleukin — 6 ; Compared with control group, * P <0. 05 ; Compared with model group,*P <0. 05.
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Figure 1

Pathological changes of lung tissue in five groups of mice (hematoxylin — eosin staining, x400)

A : Control group;B:Model group;C,D,E:Experimental — L, — M, —H groups, respectively.
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" |
A
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Figure 2 Protein bands of phosphatidylinositol 3 - kinase
(PI3K) and protein kinase ( Akt) in lung tissue of mice among
five groups

p - PI3K : Phosphorylated PI3K;p — Akt: Phosphorylated Akt; A — E refer

to figure 1.
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