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infection resistance and to provide suggestions for clinical prevention and treatment. Case control and retrospective
analysis were used to study the reported cases of Acinetobacter baumannii ( Ab) infection. Patients were divided in—
to MDR-Ab and non-MDR-Ab groups based on drug resistance. Univariate and Logistic regression analysis were
used to analyze the risk factors of intracranial drug resistance in MDR-Ab with multiple drug resistance. Univariate
analysis showed thathospitalization time ICU stay pulmonary infection cerebrospinal fluid ( CSF) leakage CSF
drainage obstruction antibiotics use before infection Ab and hormone use after surgery were all related risk factors
of MDR-Ab intracranial infection resistance ( P <0.05) . Logistic multivariate analysis showed thathospitalization
time ICU stay inpatency of CSF drainage and antibiotics use before infection with Ab were all independent risk
factors for MDR-Ab intracranial infection resistance ( P <0.05) . For patients with long hospital stay ICU stay
unobstructed CSF drainage and antibiotics use before Ab infection drug resistance was easy to occur. Therefore
in the process of clinical treatment the hospital stay should be shortened as far as possible and the patients should
be moved out of ICU in time. The drainage channel should be maintained unobstructed and antibiotics should be
reasonably applied.
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Isolation and identification of primary rat

PASMC:s and effects of hypoxia on their proliferation
Zhang Fengyu' > Yao Deshan' Li Rujun' et al
('Dept of Central Lab Affiliated Hospital of Yangzhou University Yangzhou 225001;
*Dept of Laboratory Medicine Huashan Hospital Fudan University Shanghai  200040)

Abstract The modified tissue adherent method was used to extract and culture rat pulmonary arterial smooth mus—
cle cells( PASMCs) and the effects of hypoxia on the proliferation of PASMCs were explored. The lungs of SD rats
were separated from chest under aseptic condition. Pulmonary artery was isolated and pulmonary artery tissue was
planted with the adherent method of tissue explants. The cellular morphology was observed by inverted phase con—
trast microscope. The purity of the cells was identified by immunofluorescence assay using a-smooth muscle actin
( @-SMA) . The primary in vitro cultured PASMCs were exposed to normoxic and hypoxia condition respectively
then CCK-8 assay was used to detect the proliferation of PASMCs. The primary rat PASMCs were isolated and cul-
tured successfully the cell growth and passage were stable. Immunofluorescence assay showed that the positive rate
of a-SMA was beyond 90% . The cells grew stably culture and purification could perform in the same time. Immu-—
nology results showed that the positive rate of a-SMA was beyond 90% . CCK-8 assay demonstrated that the prolif—
eration of PASMCs expose to hypoxia was lower than that of normoxia. The primary culture model of rat PASMCs
was built successfully in vitro. PASMCs with appropriate inner diameter and separated from the male rats will be se—
lected as the study object in vitro.
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