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L1 segebbel

B2 FikL pBacPAK-hLF . #4822k & pFastBac 1.
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PR A B EFPIR 5 A LI E AR AF . Xho 1.Kpn
L EHERFIE B Fermentas 24 ] DNA [BDJEH] &06 H
TransGen Biotech A ], J8 B A 5% YL i 55) Cellfectin]]
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K EP A 200 pL g LB 1G53, 2 L WK
M 20 pL rhLF ZRIHR B3GR G 0. 22 pm JEBEER
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Expression Features and Molecular Properties of Diapause-associated

Protein Gene dap?2 of Antheraea Pernyi
YANG Xiao-li'*, BI Zhen-le"*, SHU Te-jun"*, CHEN Jian-qing "*, ZHANG Yao-zhou"*, CHEN Jian '
(1. Institute of Biochemistry, College of Life Sciences, Zhejiang Sci-Tech University, Hangzhou 310018, China;
2. Tianjin International Joint Academy of Biotechnology & Medicine, Tianjin 300457, China)

Abstract: Diapause-associated protein (DAP) might play an important role in the diapause process of
insects. The sequence of Antheraea pernyi diapause-associated protein 2, dap2 is obtained from NCBI
Sequence analysis shows that the overall length of cDNA of this gene is 1187bp and that of ORF is 874bp
and 278 amino acids are encoded. According to NCBI database amino acid sequence alignment, the homolo-
gy of DAP2 with ommin-binding protein (OBP) of tobacco hornworm and silkworm respectively reaches
57% and 58%. The transcriptional expression level of dap2 mRNA in different development stages of an-
theraea pernyi and different tissues of five-instar larvae is respectively tested with fluorescent quantitation
PCR and western blotting method. The result shows that dap2 has the highest transcriptional and expres-
sion level in diapause pupae. The analysis in different tissues of five-instar larvae shows that its transcrip-
tional level is highest in fat body and hemolymph and its translational level is highest in hemolymph. Pre-
liminary study is conducted on molecular characteristics of natural ApDAP2 protein after separation and pur-
ification. Absorption spectrum analysis cannot show that it carries pigment. Deglycosylation modification analysis
shows that it is glycoprotein and dimensional electrophoresis shows that there might be posttranslational modifica-
tion at three different degrees. It might be an ommin-binding protein (OBP) of antheraea pernyi.

Key words: antheraea pernyi; diapause-associated protein 2; ommin-binding protein; fluorescent
quantitation PCR; western blotting method
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Therapeutic Effect of Recombinant Human Lactoferrin Expressed in

Silkworm and Its Product on Ulcerative Colitis
ZHAO Hong-yu', ZHANG Yao-zhou"*?*, YU Wei', SHU Te-jun'* , CHEN Jian-ging'
(1. School of Life Sciences, Zhejiang Sci-Tech University, Hangzhou 310018, China;
2. Tianjin International Joint Academy of Biotechnology and Medicine, Tianjin 300457, China;
3. School of Pharmaceutical Science and Technology, Tianjin University, Tianjin 300072, China)

Abstract: Lactoferrin (LLF) plays an important role in anti-inflammation and participation in body im-
munity moderation. This paper constructs recombinant virus Bm-hLF containing human lactoferrin (hLLF)
through silkworm baculovirus expression system, inoculates silkworm chrysalis expression recombinant
human lactoferrin (rhLF), tests the expression quantity of rhlLF with ELISA method, detects its bacterio-
static activity through antibacterial experiment in vitro, establishes mouse ulcerative colitis (UC) model
and explores the therapeutic effect of oral administration of rhLLF silkworm chrysalis meal on UC. The re-
sult shows that the maximum expression quantity of rhLF can be 0. 38 mg/ml. silkworm chrysalis homoge-
nate supernatant 120 h after silkworm chrysalis is infected with recombinant virus. rhlLF silkworm chrysa-
lis meal can inhibit the growth of E. coli TG1. Oral administration of rhLF silkworm chrysalis meal can
greatly reduce the disease activity index (DAID) and myeloperoxidase (MPQO) content of UC mice and re-
duce the damage of colon tissue inflammation. This study provides pharmacodynamic experimental refer-
ence for further development of a new and cheap UC oral drug.

Key words: recombinant human lactoferrin; silkworm pupa; antibacterial activity; oral administra-

tion; ulcerative colitis
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