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Rat chronic gastroesophageal reflux disease model: a study of 3 preparation methods

YANG Lu-ting' , ZHANG Ya-xiao® , LIU Hong-mei' , YANG Jin-liang® , JIANG Hui-qing®" (1. Department of Gastroenterolo-
gy, The Third Hospital of Hebei Medical University, Shijiazhuang 050051, China; 2. Department of Cardiothoracic Surgery,
The Third Hospital of Hebei Medical University; 3. Department of Gastroenterology, The Second Hospital of Hebei Medical
University, Shijiazhuang 050000)
[ABSTRACT ] Objective: To introduce 3 methods for preparation of stomach-conserving gastroesophageal reflux disease
(GERD)model in rats, so as to improve the quality and successful rate of model preparation. Methods: Male Sprague-Dawley
rats were divided into sham-operated(SO) group (7=20) and 3 stomach-conserving reflex model groups: duodenogastroesopha-
geal reflux (DGER)group (n=47, esophagogastroduodenal anastomosis), gastroesophageal reflux(GER) group(n=20, partial
pyloric ligation + cardiomyotomy followed by gastric fundus-esophagus anastomosis) and duodenoesophageal reflux (DER)
group (n=21, jejuno-esophageal anastomosis followed by duodeno-esophageal anastomosis). Rats were observed closely after
operation and their body weights were monitored. The rats that died unexpectedly were autopsied immediately and the surviving
rats were sacrificed to observe the esophageal pathological changes at 1, 2, 3, and 4 months after operation. Results: Three rats
died due to anesthetic accidents;26 (24.1%) died unexpectedly after operation, 18(38. 3% )in DGER group, 1 (5%) in GER
group, and 7(33.3%)in DER group; no rat died in SO group. Necropsy showed that the death cause of rats included obstruc-
tion, infection, asphyxia, hemorrhage, anastomosis leakage and perforation, etc. Esophageal pathological changes were noticed
in all rats of 3 model groups; the life quality of surviving rats was good. Conclusion: The 3 methods for establishing rat stom-
ach-conserving GERD model can produce high quality model and high rate of pathological changes. but with high post-operation
mortality. In addition to rational operative methods, avoiding post-operation complications and unexpected death are also very
important for successful GERD model preparation.
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Tab 1 Increase of body weight in all groups after operation
(TEs,m/g
Time post-operation(z/week)
Group N
1 2 3 4
GER 19 22.0+£13.9" 57.1+16.3 80.2+21.5 99.8+29.7
DER 14 13.14+23.5** 39.6+37.5" " 52.1+48.6" " 62.4+ 55.6**
DGER 29 18.3+17.9** 65.3+30.3 90.0+22.3 118.8+36.1
SO 20 38.8+15.5 74.1+£22.1 95.4+31.6 111.5+32.5

* P<C0.05,* * P<C0. 01 vs SO group; GER: Gastroesopheageal reflux;

reflux; SO.: Sham operation
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Fig 1 Macro-specimen of esophagus in
different models at the 4th month
A':SO,normal mucosa; B: DER, mucosa injury was severe and charac-
terized by erosive, mucosal sloughing,reactive hyperemia, and necro-
sis;C: GER, esophageal mucosa with congestion and edema; D:DG-

ER. mucosa with haemorrhagia and nodule
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Fig 2 Ulceration was seen in DER group on

the 4th month after operation (200X )
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Expression and characterization of Gag protein of HIV-1(CN) in Pichia pastoris

Jiang WZ, Jin NY, Li ZJ, Zhang LS, Wang HW, Zhang Y], Han WY (Institute of Immunology, Second Military Medical Uni-
versity of PLA, Shanghai 200433, China)

[ABSTRACT] To express the core protein of HIV-1 of Chinese prevalent strain (HIV-1(CN)) in Pichia pastoris, the full-
length gag gene was inserted into the secretory expression vector pHILSI. Linearized recombinant plasmid pHILGAG by Sall
was electrotransformed into the yeast strain GS115, and the yeast transformants were identified by PCR. To induce the interest
protein to be expressed, the PCR positive transformants were inoculated in the medium of BMGY and BMMY, mRNA of the
strain was detected by RT-PCR, and the expressed protein was analyzed by SDS-PAGE, Western blotting and thin layer scan-
ning. mRNA (1. 3 kb) was amplified by RT-PCR. SDS-PAGE and Western blotting analysis showed that the molecular mass of
the expressed protein was 55 kD, which was similar to the expected value, and the expressed protein could react with McAb to
HIV-1 p24. Thin layer scanning analysis demonstrated that the whole amount of the expressed protein was approximately 13 %
of the soluble protein in the supernatant. The recombinant yeast had good genetic stability. The optimal expression conditions of
the engineering yeast were as follows: BMMY medium, 80-90% of dissolved oxygen, 1% methanol, and 3-day-cultivation
course. Gag proteins were expressed under the optimal expression condition and purified via gel filtration chromatography. The
purity of the interest protein was up to 85%. After the purified proteins were inoculated into BALB/c mice, the anti-HIV-1 an-
tibodies in the immunized mice could be detected by Western blotting.

[] Virol Methods, 2005,123: 35-40]



