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Effect of antibacterial peptide C8gpml1 on oral

common pathogenic bacteria
Hou Mengyao' Sun Yingming' > Ying Xiu® et al
(' Wuxi Clinical College of Anhui Medical University Wuxi 214044;°Dept of Stomatology
The PLA 101th Hospital Wuxi 214044;° Dept of Stomatology Bengbu Medical College Bengbu 233000)

Abstract  Objective  To study the antibacterial activity and mechanism of the novel antimicrobial peptide
C8gpml1 against oral common pathogenic microorganisms. Methods The microbicidal activity of C8gpml1l was
analyzed by MIC MBC FIC FBC and the bacteriostatic ring diameter of C8gpml1 in the saliva environment.
Scanning electron microscopy( SEM) was used to observe the bacterial membrane. Results C8gpmll showed the
microbicidal activity with a concentration-dependent manner. The bacteriostatic ability of C8gpml1 in oral salivary—
environment was not weakened obviously. C8gpmll in combination with CHX had a synergistic antimicrobial
effect. Conclusion C8gpml] has a bactericidal effect against oral common pathogenic microorganisms and pro—
vides a basis for its clinical value.
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CRH mediate chronic pregnacy stress inducing depression

in offspring male mice
Kuang Liang Lii Yili Han Zhenmin et al
( Dept of Nutrition and Food Hygiene School of Public Health Anhui Medical University Hefei 230032)

Abstract Objective To explore whether the corticotropin—releasing hormone ( CRH) mediate offspring depression
induced by chronic pregnacy stress and the possible mechanism. Methods Male offspring were randomly divided
into the control group ( Control group) the chronic prenatal stress group ( CPS group) and the chronic prenatal
stress + CRHR1 antagonist group( CPS + ANT group) . Offspring male mice depression was investigated by the open
field test sucrose preference test and forced swimming test and the light microscope was used to examine the his—
topathologic changes in CA3 field of the hippocampus. In addition Western blot was used to observe the expression
of mTOR in hippocampus. Furthermore ELISA was used to examine the hippocampus levels of CRH in the off—
spring mice. Results The CPS group offspring mice had less motion time compared with the Control group ( P <
0. 05) . The sugar preference rate was decreased in the sugar preference test ( P <0.05) . In the open field test the
distance the mean speed the number of line crossings and the number of standing times were decreased ( P <
0.05) and the neuropathological changes were characterized by the soma condensation loosed neurons decreased
neuron number nuclear pyknosis in the CA3 field of hippocampus. Moreover the expression of mTOR were de—
creased in hippocampus and the hippocampus CRH concentration were increased ( P <0.05) . Compared with the
CPS group the offspring mice had more motion time in CPS + ANT group ( P <0.05) . The sugar preference rate
was increased in the sugar preference test ( P <0.05) . In the open field test the distance the mean speed the
number of line crossings and the number of standing times were increased ( P <0.05) and the neuropathological
changes were characterized by the increased neuron number decresed number of damaged neuron in the CA3 field
of hippocampus. The expression of mTOR were increased in hippocampus and the hippocampus CRH concentra—
tion were decreased ( P <0.05) . Conclusion CRH mediates offspring depression induced by chronic pregnacy
stress  which may be related to chronic pregnacy stress increasing the level of CRH in offspring hippocampus de—
creasing the mTOR protein expresion and resulting in the neuron injury in the CA3 field of hippocampus.
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