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[ Abstract |

Objective: To study the expression of glucose-regulated protein 78 (GRP78) in different subtypes of cervical

cancer cells and the effect of GRP78 expression on the sensitivity of cervical cancer cells to cisplatin. Methods: Immunohis-

tochemistry was used to detect the expression of three cervical cancer cells, GRP78 in human papillomavirus ( HPV') 16-posi-

tive SiHa, HPV18 positive-HelLa and HPV-negtive C33a. Methyl thiazolyl tetrazolium and Western blot were used to detect

the inhibition rate and GRP78 level of the above cells treated with different concentration of cisplatin and tunicamycin plus

cisplatin. One-way ANOVA was used to analyze the differences in inhibition rate and GRP78 level in three kinds of cells

treated with cisplatin and tunicamycin + cisplatin at the same concentration. Results: The GRP78 level in SiHa and HelLa

were significantly higher than that in C33a, and the expression of GRP78 in HeLa was the highest (P <0.01). As the con-

centration of Cisplatin increased, the inhibition rate increased in a concentration-dependent manner, and the inhibition rate

of HeLa was the highest (P <0.05).

Compared with the Cisplatin group, the inhibition rate of Hel.a and SiHa and the

GRP78 level in the tunicamycin plus cisplatin group were significantly higher, and the GRP78 level in all cell lines increased

as the concentration of cisplatin increased. Concusion: The GRP78 level is related to the subtypes of cervical cancer cells.

The sensitivity of SiHa and HeLa to cisplatin is higher than that of C33a. Tunicamycin induces higher expression of GRP78,

which increases the sensitivity of SiHa and Hel.a to cisplatin.
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Figure 1. Expression of GRP78 in Three Cell Lines
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Al, Bl, Cl: Positive immunoreactivity in SiHa, HelLa, C33a (as indicated by the arrow, x400) ; al, bl, cl; Positive immunoreac-
tivity in SiHa, Hela, C33a (as indicated by the arrow, x200).

GRP78: Glucose regulated protein 78.

®1 #AREHPV A EFELMA GRP78 PR ME R R L% ( F=315.41,P<0.001; x> =11.454,P=0.003)

Tab 1. Comparison of positive cell number and rate of Grp78 in cervical cancer cells with different HPV subtypes( F=315.41,

P<0.001)

Cell subtypes Number of positive cells(x +s) LSD-t P Positive rate( %)  y? P
HPV16( + ) Siha 181 +4.13 14.60 <0.001  99.15% 11.34 0.001
HPV18( + )HeLa 157 +4.38 25.67 <0.001  86.45% 4.35 0.039
HPV( - )C33A 124 £2.52 68.52%

P: HPV16( + )Siha vs HPV( - )C33a; HPVI8( + ) HeLa vs HPV( - ) C33a

HPV: Human papilloma virus.
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Figure 2. Proliferation of Cervical Cells Inhibited by Cisplatin or Tunicamycin plus Cisplatin at Different Concentrations
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