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Variance Analysis of Macrophages Infected in the Process
with Green Fluorescent Protein—expressing Brucella 16M and MS
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Abstract: To explore Brucella 16M and M5 into the macrophages in mice after fluorescence intensity pro—
duced by the combination of Brucella intracellular survival ability to analyze and understand differences in
both attack and the ability to reproduce. GFP-labeled 16M (virulent strain) and M5 (weak strain) were divid—
ed into different time infect mice macrophage RAW 264.7 (bacteria and cell ratio of 100:1), use of intracel—
lular survival experiment, laser confocal microscope and flow cytometry for observation and detection. The
results showed that Brucella melitensis 16M and M5 and GFP-labeled Brucella melitensis 16M and M5 are
not affected into macrophages. By flow cytometry instrument can identify GFP Brucella but can not deter—
mine the survival of the bacteria. Combined with Brucella 16M and the M5 intracellular survival ability ana—
lyzed, it was found that GFP* cells increased with the reduction in the number of CFU exists corresponding
relationship, and at the beginning of the Brucella 16M and M5 there were no significant differences with flu—
orescence intensity. The results suggested that the Brucella 16M and M5 arrive the host cells ability is the
same, but have the difference between the virulent strain and the weak strain, mainly with the ability of sur—

vival and intracellular replication.
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Fig.2 The confocal laser scanning microscope of Brucella infection the murine macrophages

(A) The confocal laser scanning microscope of murine macrophages were infected with brucell at 4 hours;

(B) The confocal laser scanning microscope of murine macrophages were infected with brucell +hydrogen

peroxide at 4 hours.
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Fig.3 Brucella infected murine macrophage

(A) The CFU of Brucella 16M and GFP —16M infected
murine macrophage; (B) The CFU of Brucella M5 and GFP-

MS infected murine macrophage.
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(A) By flow cytometry instrument to detect GFP-Brucella infect
RAW 264.7 after the percentage content of GFP* cells; (B) The
CFU of GFP-Brucella 16M and M5 infected murine macrophage.
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