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Anti-inflammatory and analgesic mechanism of Xinhuang Tablets by proteomics

DI Zhi-quan', LI Hao-feng”, FENG Yue', WANG Chun-feng’, HU Jin-fang'

1. Tianjin Institute of Pharmaceutical Research New Drug Evaluation Co., Ltd., Tianjin 300301, China
2. China Pharmaceutical University, Nanjing 210009, China

3. Xiamen Traditional Chinese Medicine Co., Ltd., Xiamen 361100, China

Abstract: Objective To analyse anti-inflammatory and analgesic mechanism of Xinhuang Tablets, and to explore drug targeting
pathways in protein levels by proteomics technology. Methods SD rats were randomly divided into control group, model group,
indomethacin 2 mg/kg group, and Xinhuang Tablets 23.8, 47.5, and 95.0 mg/kg groups. Rats in indomethacin group and Xinhuang
Tablets groups were ig administered with the dose of 10 mL/kg, while rats in control group and model group were given the same
volume of ionized water, once daily. All rats were treated for 3 d. Except the control group, 1% carrangeenan was sc given into the
right footpad of rats 0.05 mL to induce inflammation 30 min after the last administration. Before inflammation and 1 and 2 h after
inflammation, foot lift latency was recorded. The animals were sacrificed to obtain livers for proteomics research. The proteins from
liver tissue were extracted, two-dimensional electrophoresis, stained, and pattern analysis. Differentially expressed proteins were
established, and the identified proteins were determined by the mass spectrometry. Results Compared with the control group, the
numbers of differential express proteins in Xinhuang Tablets 23.8, 47.5, and 95.0 mg/kg groups were 67, 71, and 94, respectively.
And 10, 11, and 33 proteins in Xinhuang Tablets groups were up-regulated, while 57, 60, and 61 proteins were down-regulated.
Compared with the indomethacin group, there were 89 differentially expressed proteins in Xinhuang Tablets groups, including 27
up-regulated proteins and 62 down-regulated proteins. Eleven differentially expressed proteins were identified. Compared with the
indomethacin group, Xinhuang Tablets could inhibit the expression of Shank3, ANXAS, TPI, and PSMA2, and enhanced the

expression of PAH and LZTS1. Conclusion Xinhuang Tablets can regulate more proteins, and inhibit the expression of inflammatory/
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tumor-associated factors, enhanced the expression of anti-inflammatory cytokines and tumor suppressor factor, which can provide

theoretical basis for impoving efficiency of Xinhuang Tablets mechanism.

Key words: Xinhuang Tablets; indomethacin; proteomics; anti-inflammatory; analgesic; mechanism
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