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Abstract; [Objective) To understand genital ulcer disease ( GUD) among patients attending sexual-
ly transmited disease (STD) clinics in Guangzhou, China, and its relationship to HIV infection.
[ Methods ] Between September 9, 1997 and October 30, 2002, 8 962 patients with STD were evaluat-
ed. 285 patients were diagnosed as GUD based on physical appearance and microbiologic evaluations
which included dark field microscopy and serology test for syphilis (RPR, TPPA). Swabs of each geni-
tal ulcer were processed in a multiplex PCR assay (M-PCR) for simultaneous detection of HSV, Trepone-
ma pallium, and Hemophilus ducreyi. Other STD were classified by routine diagnostic criteria as fol-
low: microscopy or culture for Neisseria gonorrhoeae, Chlamydia trachomatis, Ureaplasma ure-
alyticum, Human papillomavirus, Tricomonal vaginitis and Bacterial vaginosis. [Results] Of 8 962
patients with STD, HIV seroprevalence positive rate in patients with genital ulcerative STD and with-
out genital ulcerative STD was 1. 75% (5/285) and 1.53% (133/8 677), respectively, there was
no difference in statistic(3*> =0. 09, P > 0.05; OR =1. 15, 95% CI =0. 47 ~2. 81). HIV seropreva-
lence positive rate in patients with syphilis, genital herpes and other STD was 2. 81% (22/784),
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0.74% (6/814) and 1.49% (110/7 364), respectively. HIV seroprevalence positive rate in pa-
tients with syphilis was significantly higher than that in patients with genital herpes and other STD,
there was significantly different in statistic(2. 81% wvs 0.74%, x* =9.92, P <0. 005, OR =3. 89,
95% CI=1.67~9.05 2.81% vs 1.49% , ¥*=7.66, P<0.001, OR=1.90,95% CI=1.21~
3.00). [Conclusion] The study shows that the seropositive HIV infection in GUD is very low, and

there is obviously association between syphilis and HIV infection. But the relationship between geni-

tal herpes and HIV infection needs further research.
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FERERCEL 3K, 100 V 30 min, BRZ 82 YL, TEE ST
TWMELR, R PCR = FEFSH, 4818
TP.HSV # HD %7 % PCR 5|9/ B FFS 14, B
DY 8,58 Fa R s X 1k B W P o
1.3 &itsHh

X F SPSS 10. 0, x* & 38 Hh 5 GUD %5 A+ HIV
By B A AE] STD #5 A 5 HIV B Y R F H %

2 % X

2.1 w1 STD SERGME STD HmAFHES .
FERRERSHER

7E 8 962 % STD %% AH, B 1% 6 407 4, &
71.5% ( 6 407/8 962), F i 12~82 % , ¥ 1§
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TE 285 B AEFE S Bt 1 STD A BN E R 5 4
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