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[ Abstract | Objective To explore the effects of intestinal microbiota on food allergy through
observing the reaction of germ-free mice to ovalbumin ( OVA) stimulation after transplantation with fecal
microbiota to allergic and non-allergic reaction SPF mice. Methods The intestinal microbiota of the allergic
and non-allergic reaction SPF mice that were successfully induced by OVA were respectively transplanted into
the germ-free mice to establish the allergic reaction group (FA group) and non-allergic reaction group ( NR
group) , with 10 mice in each group. At the 3rd week after transplantation, 7 mice in each group were
randomly selected for OVA treatment and defined as FA-o group and NR-o group, and the rest 3 mice in each
group were treated with sodium chloride physiological solution and defined as FA-c¢ group and NR-c¢ group.
The colonization of the intestinal microbiota in the germ-free mice after transplantation was detected by

denaturing gradient gel electrophoresis ( DGGE) , and the differences of microbiota composition between FA
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group and NR group were compared. The clinical symptoms of the 2 groups after OVA stimulation were

observed, and then the morphological changes of intestinal tissue were examined by HE staining. Results At

the 3rd week after fecal microbiota transplantation, the DGGE bands were almost the same in the FA group

and NR group as their own donor’ s, but the DGGE bands of the FA group and NR group were significantly

different. The 2 groups showed a clear separation in cluster analysis and principal component analysis (PCA).

The sequencing results also showed that Firmicutes was predominate in the NR group, whereas Proteobacteria

was dominant bacteria in the FA group. After OVA stimulation, the FA-o group had more obvious clinical

symptoms than the NR-o group. HE staining showed that the FA-o group had more serious pathological

changes than the NR-o group, such as inflammatory cell infiltration, focal necrosis and shedding of the

epithelial cells in the intestinal villi. Conclusion The intestinal microbiota can affect the sensitivity to OVA

in the transplanted mice, and the sensitivity to food allergy can be transmitted via the intestinal microbiota.
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JCiE Balb/c /INERFEHLA W2, BE2H 10 L, Fo4i
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4 NR A, FEEBHEBRIEERRE ST el BHE
553 J5, WAL 2 BIBEALEK 1 7 HiE4T OVA Eif,
g SEIH (FA-0 411 NR-o 2H) s BiZH i 5 48 3 H ¥
DAAE A AR KO I T G FNE S, S AR BRER KO B2
(FA-c ZHH1 NR-c 4H)
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(25:24:1) 250 pL FIE 5 250 L $EHL, S N EEEDTVE
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1.4 PCR-DGGE 447
1.4.1 16S rRNA V3 [X PCR 19 K % T
16S rRNA 3L [H 341 ~ 534 B L B B, GC I
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GGGGGGCCTACGGGAGGCAGCAG-3', T iif: 5'-AT-
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TACCGCGGCTGCTGG-3", PCR ffif{] 25 pL P8k & .
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&1 DGGE EifhZHNFER

Fortis  KE(bp) AR s AL
1 388 Lactobacillus rogosae 93%
2 418 Candidatus Arthromitus sp 99 %
3 418 Candidatus Arthromitus sp 100%
4 375 Eubacterium contortum 98%
5 486 Edaphobacter aggregans 86%
6 359 Clostridium scindens 94 %
7 413 Allobaculum stercoricanis 93%
8 421 Desulfovibrio 96 %
9 413 Oscillibacter valericigenes 95%
10 418 Delfiia sp 99 %
11 347 Stenotrophomonas maltophilia 93%
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AR A WG NE R W 2 A 25 TR /D BRUS , Re (RS
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6 SEETHENR=HAR HE FEHRE  ( x200)



1836 B =PRI, 2016,38(16)

http : //aammt. tmmu. edu. cn

/N BRI 3/ RO 2SS A T 0 /N, SRR
MRS R, SRR 1 AR ORI 105 /N
B Y /0N B R B AR TP RS P i W05 A BRI RS A T
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