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ABSTRACT Objective: To investigate the effects of Sanshiliudang Kange Powder(SKP) on the proteomic differential expression in
the intestinal tissue of mice with bronchial asthma during remission by proteomics technology. Methods: Forty-five SPF female C57BL/6
mice were randomly divided into normal group, model group, and Sanshiliudang Kange Powder group. HE staining was used to observe
the pathological changes in mice lung tissue. The levels of interleukin-1g (IL-1pB), interleukin-6 (IL-6) and tumor necrosis factor-o
(TNF-o) in the bronchoalveolar lavage fluid (BALF) were determined by ELISA. Proteins were extracted from the intestinal tissues, and
the protein expression differences were studied by Label-free quantitative proteomics. Results: Compared with that in the model group,
Sanshiliudang Kange Powder significantly improved the pathological state of lung tissue, alleviated inflammation and improved asthma
symptoms in mice with asthma during remission. Levels of IL-1B, IL-6 and TNF-«a decreased in BALF (P<0.05); A total of 6634 proteins
were identified in proteomics research, there were 232 different proteins in the model group and the Sanshiliudang Kange Powder group,
and there were 34 different proteins in the model group and the normal group. There were differences between the model group and the
normal group, and Sanshiliudang Kange Powder could reverse the trend of the difference. There were six different proteins namely
Hsd17b2, Plp2, Vnnl, Olfm4, Hsbpl, Gimd. GO analysis showed that differentially expressed proteins were mainly involved in
biological processes such as metabolism, inflammatory response, nervous system regulation. KEGG analysis showed that Sanshiliudang
Kange Powder was mainly involved in 10 signaling pathways including metabolism, inflammatory response and immune regulation.
Conclusions: Sanshiliudang Kange Powder may achieve the intervention of asthma by reversing the expression of Hsd17b2, Plp2, Vnnl,
Olfim4, Hsbpland Gimd, participating in multiple biological processes and acting on multiple signaling pathways.
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Fig.1 Pathological changes of lung tissue in each group( HE, x200)

3.2 =+ RGIREGEIT /NR BALF A IL-18,1L-6, TNF-a &2 S THE (P<0.01); SHEAAH s, = 1755 IR B/ B
GRS BALF 1 IL-1B,IL-6, TNF-a. & s ¥R (P<0.01) , FEULER 1,

LHIE® A i, BRIZA/NE BALF 1 IL-18,IL-6, TNF-o

% 1 &4H/NR BALF 1 IL-1B,IL-6, TNF-o 7K E L8 (s ,n=6 )
Table 1 Comparison of IL-1B, IL-6, TNF-« levels in mouse BALF of each group( x+s, n=6)

Groups n IL-1B/pg-mL" IL-6/pg-mL" TNF-a/pgemL"
Normal group 6 32.80+ 2.38 35.23+ 0.54 43.13+ 0.30
Model group 6 46.15+ 0.36** 56.08+ 2.32%* 63.26% 0.47**

SKP group 6 35.67+ 2.09% 35.79+ 1.30% 51.67+ 0.20%*#

Note: compared with normal group ,**P<0.01 ; compared with model group,*P<0.01.

33 ZHHHRE B ERREU R AREBRAFHEm B 7k 232 A REA, 160 MEA R B, TLAEA R
331 ERREZBAMESR ERCCA/DRBALSHT AN B AT, R B R IE R MR A A e 2
Label-free 7t 8 F 4172 047, SL A E B 6634 N AN S =N UG HU T HUR Al ik2s el Sl i e E R A 6 1,
TIEWA L BAAGAL A 34 22 mE 0, Kb BERRE k2.

IS A MBS 19 Ao XTI, =N G PaaHi

R2BRAZREBPRER
Table 2 Different trend reversal proteins in each group
) ) ) . o Normal groupVS model group(FC Model group VS SKP
Rotein IDs  Protein Name  Protein function description Gene Name . .
value/Expression change) (FC value/Expression change)
Estradiol
P51658 DHB2 Hsd17b2 3.54/UP 0.48/DOWN
17-beta-dehydrogenase 2
QI9R1Q7 PLP2 Proteolipid protein 2 Plp2 2.40/UP 0.45/DOWN
Q9Z0K8 VNNI1 Pantetheinase Vnnl 2.78/UP 0.34/DOWN
Q3UZz4 OLFM4 Olfactomedin-4 Olfm4 2.55/UpP 0.27/DOWN
Heat shock factor-binding
Q9CQZ1 HSBP1 ) Hsbpl 0.47/DOWN 2.00/UP
protein 1
GTPase IMAP family
E9PW74 GIMDI Gimd1 0.35/DOWN 2.03/UP
member GIMD1

Note: FC>2.0 and P<0.05 was the up-regulation of differential protein expression; FC <<0.5 and P<0.05 was the down-regulation of differential protein
expression.

332 EREBBA GO NREEESM itk P<0.05 HAR#HT  BRAHALITE 34 D EREA T ES SRAMT . AR
10 {3269 GO JIRE R 3 5 B 7 R4S R BUNIX T IR AL, SERE RO TS DS A Wi 2, R A 7E A 240
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Fig. 2 Go analysis of differentially expressed protein between normal group and model group
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Fig. 3 Go analysis of differentially expressed protein between model group and SKP group
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