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Herpes simplex virus—2 (HSV-2) infection in cervical lesions and the relationship between cervical HSV-2
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[ Abstract] Objective To observe HSV-2 infection status in cervical lesions, and explore the relationship be-
Cervical lesions and cervical secretions were collect-
ed from 101 patients with cervical lesion, HSV-2 DNA (real time PCR method) and human papilloma virus (HPV)
genotype (flow-through hybridization) were detected. Results

tween cervical HSV-2 infection and cervical cancer. Methods

The positive rate of HSV-2 DNA in cervical lesions
was 10.89%, and that in cancer group and control group was 17.39% and 5.45%, respectively, with no significant dif-
ference between the two groups. The positive rate of HPV test in cervical lesions was 67.33%, and 13 subtypes of
HPV were found in cervical lesions. The positive rate of the most common subtype of type 16 was 45.45%, and that in
cancer group and control group was 97.83% and 41.82%, respectively, with the statistically significant difference be-
tween the two groups. (x’=34.087, P<0.001). The positive rate of HSV-2 merged with HPV was 9.90%. The positive
rate of HPV in cancer group of HSV-2 infection was 100%. mixed infections of HPV16 subtype accounted for 75 %.
Conclusion HSV-2 is more common in co-infected with HPV16 subtype in patients with cervical cancer, and the
potential impact of HSV-2 on cervical evolution should not be ignored.
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[ Abstract] To explore the value of alpha-fetoprotein (AFP) and Golgi protein 73 (GP73) in the

early diagnosis of hepatocellular carcinoma. Methods

Objective
AFP and GP73 were detected with enzyme-linked immunosor-
bent assay (enzyme linked immunosorbent assay, ELISA) in 80 patients with hepatocellular carcinoma and 30 patients
with hepatocirrhosis. 30 healthy subjects were selected as controls. Results (D The mean concentrations of AFP in
hepatocellular carcinoma group, hepatocirrhosis group and control group was 64.5, 50.1, and 21.9 respectively, among
which there were significantly differences (P<0.01). The concentrations of GP73 in hepatocellular carcinoma group,
hepatocirrhosis group and control group was 268.4, 192.3 and 49.8 respectively, among which there were significantly
differences (P<0.01). @ The areas under ROC curves of AFP and GP73 were 0.729 and 0.892 respectively in diagno-
sis of hepatocellular carcinoma. The area under ROC curve of AFP combined GP73 was 0.902 for diagnosis of hepato-
cellular carcinoma. Conclusion Compared with AFP, GP73 is more sensitive and accurate in diagnosis of liver can-
cer, and it is not necessary to test GP73 combined with AFP.

[Key words] Hepatocellular carcinoma; Alpha-fetoprotein; Golgi protein 73; ROC curve

FEGTH : SEBT B2 BE4 23 I S B2 Wi 9T 3 4 (5 : LDWMF-SY—2011C€007)
WA 4Rl E—mail : 709578724@qq.com

=.

[7] Smith JS, Herrero R, Bosetti C, et al. Herpes simplex virus—2 as a
human papillomavirus cofactor in the etiology of invasive cervical
cancer [J]. J Natl Cancer Inst, 2002, 94( 21): 1604-1613.

[8] Ridt, # AT, skUIAL BALTE/ N RS SIS LA LU P HSV T
USRI [T]. BB AT, 1995, 22(3): 144-147.

(91 XUJf . F S0 g 1A 270 2 JiE (0], 75 & P 24 T2, 2009, 41(4):
296-298.

[10] Jones C. Cervical Cancer: Is herpes simplex virus type Il a cofac-
tor?[J] Clin Microbiol Rev, 1995, 8(4): 549-556.

[11] 4 %, BEREE AR AFLSIRDR o U0 IR A 5L (A I B A0 95
9 7 11 LS e 15 5 B 1 AH R R RIF S 0. 6] B 7 2 24 35

. 2398 -

2012, 19(6): 257-260.

[12] Southern SA, Herrington CS. Molecular events in uterine cervical
cancer [J]. Sex Transm Inf, 1998, 74(2): 101-109.

[13] VR, BUBOA, ] 51, 45 ST i PCR A A FL R AR
AR R SEBRRIETE ). Th AR E W B MG 7 2%, 2008, 28(6):
560-564.

[14] Matovina M, Sabol I, Grubisi¢ G, et al. Identification of human pap-
illomavirus type 16 integration sites in high grade precancerous cer-
vical lesions [J]. Gynecol Oncol, 2009, 113(1) :120-127.

(W H 181:2014-02-22)



