988 ISSN 1007-3949 Chin J Arterioscler, Vol 22 ,No 10,2014

- LIRHFSR - [ZEHS] 1007-3949(2014)22-10-0988-05

fEaLBE R B AN SPUR L E T 65 ThHER L
A A B e sl sl ik sk RE R AL

=T, skilir', EEME, 3k F°, BEED’, THRP’, A’
(1. JTRAELRFRITELBREH DT, }’iF/éI’Jll'rﬁ 510260; 2. FTEHHRFAGHFERHRFR
HARGLHEHE, ITHREHTT 210009; 3. S AT R KFHFR, SR A7 MF 510260 )

[k8R] shpklAEmiL;, #RLEE; Sk
[ E] HM MAAIKLEEG 65 B @M AALE K T 2k & Is 230 M s ) Bk AR AR AL (As) B3R A R 09 %
oy, Fik AR HSP65 b5 K urtk B & %o i bk R A8 K 69 W BL3 Ak R A% P1(179-190) \P2(31-46) , vA CTB 4 #H 4k
B G M F R GE BAK pET28a-CTB-pl17 , R IBLEAKA TR THH ERNEE, L TLAHBZRE L, ILER
HSP65 #iAk ik S A2 B B A2 T AL T R AL BE3 09 A AF 0L, R #9535 5 77 4 3 HSP65 8944k,
P EEEEASEL Xﬂ'ﬁ@ﬁﬂkbfrxﬂn%ﬁkm,ﬁ?ﬂﬁ%i%i@ﬁwidl}iﬂﬁ As #EH AR (P <0.05), &t HSP65 A%
FAEFRAUCTB ABRKE O, EPRRTAEMNEMH T, Z2R T LAMRIEFmE As 33 LR, H WL E AR
HSP65 Fotk A s, A8 3 £ 2 B | AE AR T AL 3 AR 3t As ;;ﬁkéﬁaf;ﬁko THAT AR LR KERAEF
R, & B TR T HARBE S A R AP As BE3R A R A LR BAT A, 5T CTB L1k T i3 As stk m T o 2
REFd—F R h FKIiE,
[FESES] R [CERARIAAD] A

Aggravating Atherosclerosis of the Fusion-Protein of CTB and Heat Shock 65

Epitopes by Subcutaneous Injection

SUN Yun-Xiao"?, ZHANG Li-Biao', WANG Hua-Qian’? , ZHANG Yu®, XIONG Qi-Yan®, LI Tai-Ming’, and CAO Rong-
Yue’

(1. Guangdong Entomological Institute & South China Institute of Endangered Animals, Guangzhou, Guangdong 510260, China;
2. Minigene Pharmacy Lab, School of Life Science and Technology, China Pharmaceutical University, Nanjing, Jiangsu 210009,
China; 3. School of Pharmacy, Guangdong University of Technology, Guangzhou, Guangdong 510260, China)

[ KEY WORDS ] Atherosclerosis; Heat Shock Protein; Immunization

[ ABSTRACT ] Aim To study the immunization effects of B epitopes of heat shock protein 65 on the atherosclerosis
plaque formation of high fat diets animals. Methods By using two functional epitopes P1(179-190), P2(3146) of
HSP65 related to inflammatory autoimmune disease, high-level expression vector of pET28a-CTB-p117 was built with CTB
as a carrier protein.  The fusion protein of CTB-p117 was acquired by expression and purification process and used to im-
munize the animals by subcutaneous and intracutaneous injections. Results  Anti-HSP65 antibodies were induced and
both blood total cholesterol levels and aortic As plaques significantly increased compared with control group (P <0.05).
Conclusions The HSP65 epitopes ( CTB as the carrier protein) were able to aggravate As plaque formation after subcuta-
neous injections which could be the reasons that the induced anti-HSP65 antibodies promoted inflammatory reaction, lipid
metabolic changes, and then accelerate the As plaque formation.  The above HSP65 epitopes can be used to construct the

anti-As vaccine to inhibit the As plaque formation by different immunization way.
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Figure 1. Anti-HSP65 IgG in the serum of New Zealand

white rabbits immunized subcutaneously
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Figure 2. Changes of concentration of TC in the serum of
New Zealand white rabbits
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Figure 3. Patch area in area of aorta obtained from New
Zealand white rabbits
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Figure 4. Atherosclerosis lesion of rabbit immunized with PBS, CTB and CTB - p117 stained with Sudan III
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