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Effect of valaciclovir for preventing the recurrence of recurrent genital herpes
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[Abstract] Objective To study the clinical effects of valacyclovir administered as suppressive therapy for patients with recurrent
genital herpes( GH). Methods

mg aciclovir, Bid for 6 months; those in group 2 were treated with 500 mg valaciclovir, qd for 6 months; those in group 3, were treated

A total of 120 patients were randomly divided into four groups: patients in group 1 were treated with 400

with 500 mg valaciclovir, Bid for 3 months; and those in group 4, were treated with 500 mg valaciclovir, Bid for 3 months, and then with
500 mg valaciclovir, qd for 3 months. The patients were observed for the recurrence of GH after treatment and were followed up, and the
viral load of HSV-2 DNA was monitored. Results
4 groups, especially in group 4. Administration of 500 mg valaciclovir, Bid, could inhibit the replication of HSV-2 efficiently, and the

Compared with pre-therapy, the recurrence of GH was significantly reduced in all the
subsequent reduced dose treatment additionally inhibited the replication of HSV-2. Conclusion Valaciclovir can not only reduce the
recurrence of GH, but also efficiently inhibit replication of HSV-2.
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Tab. 1 General information of 4 groups of patients

Number of recurrence

Group Number of case Age/a Sex(M/F) Duration/a per year
| 27 31.30 £0.53 15/12 3.65+£0.16 7.11 £1.28
| 26 28.41 £0.74 13/13 4.21 £0.44 6.92+1.12
I 24 30.12 £0.85 10/14 3.78 £0.35 7.13+1.19
v 25 33.03 £1.11 11/14 3.82 +£0.81 6.84 +1.07
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Gt E X (P Y <0.05) 1 EWLFE 2,
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Tab. 2 Recurrence during one year before and after treatment
Group I (n=27) I(n=26) M(n=24) V(n=25)
Recurrence pre-treatment 7.11 £1.28 6.92£1.12 7.13£1.19 6.84 £1.07
Recurrence post-treatment 2.22+1.01% 2.00 +1.09% 1.79 +0.93* 0.84 +0.85*

# P <0.01 vs recurrence pre-treatment; * P <0.05 vs recurrence post-treatment IV group.
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