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Screening of Ginsenoside Adjuvant with Therapeutic Human Papillomavirus-16 Recombinant Vaccine

GAO Meng, GAO Limei, WU lJie, CHEN Gang, LI Jianbo, ZHOU Dong, LUO Yongneng,
ZHUANG Fangcheng*(lnszitute of Viral Diseases, Zhejiang Academy of Medical Sciences, Hangzhou 310013, China)

ABSTRACT: OBJECTIVE To screen different ginsenosides as candidate adjuvant on therapeutic human papillomavirus-16
(HPV16) recombinant vaccine by comparing their effect on immune response. METHODS Five ginsenosides(Rb1l, Rhl-1,
Rh1-2, Rgl, Rg3) were selected and immunized with HPV16 recombinant vaccine on C57BL/6 mice. The level of cellular
immune responses was detected by ELISPOT in mice, and the effect of ginsenosides on tumor growth inhibition of HPV16
recombinant vaccine was observed. RESULTS Ginsenosides Rgl and Rbl could significantly increase the specific cellular
immune response of therapeutic HPV16 recombinant vaccine (HPV+Rgl group vs HPV group: =3.729, P=0.006; HPV+Rb1
group vs HPV group: /=3.204, P=0.013) and higher tumor growth inhibition in week four (HPV+Rgl group vs HPV group:
t=2.318, P=0.032; HPV+Rb1 group vs HPV group: =2.258, P=0.037). CONCLUSION The ginsenosides Rgl and Rbl can
improve the specificity immune effect of HPV16 recombinant vaccine in C57BL/6 mice, and maybe can become candidate
adjuvants.

KEYWORDS: ginsenosides; T cell immunity; human papillomavirus 16; therapeutic vaccine
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Fig. 1 Comparison of cellular immune responses in mice of

different immune groups(x £s, n=5)
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FT1 ZRBADNRTC-1 HEAEKITIR(X s, n=10)
Tab. 1 Result of mouse tumor (TC-1) growth score in each
group(x s, n=10)

RPN
41 )
2 4 6 J& 8 Jil
HPV 41 —0.8£0.4D  1.2+1.9Y  2.1£2.6D  3.0+2.6"
HPV+Rh1-1 41  —-0.9+0.3D  0.7£1.6V  2242.3D  3.0+2.8D
HPV+RhI-2 4l  -0.8+0.4)  0.8+1.6"  1.9+23D  2.9+2.7Y
HPV+Rg3 4 -0.8+0.4")  0.51.3D  1.1£1.9Y  2.9+2.7Y
HPV+Rgl 41 -1.0£0.0V —0.3£0.892  0.6£1.7)  2.0+2.7Y
HPV+RbI 4 —1.0£0.0V —0.3£0.9Y2  0.7£1.9"  2.5+3.0D
ESE: -0.1£0.7 2.5+1.4 4.4+0.7 5.0+0.0

W S-S A4, VP<0.05; SR HPV AL,
2P<0.05.

Note: Compared with blank group at the same time, "P<0.05; compared
with HPV group at the same time, 2P<0.05.
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Fig.2 Growth curve of mouse TC-1 tumor model
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