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| Abstract |

Herpes simplex virus (HSV) is one of Herpesviridae family viruses which belong to DNA
viruses. HSV-associated diseases are among the most widespread infections, affecting
nearly 60% to 95% of human adults. Labial herpes typically results from infection with HSV type
1 (HSV-1), whereas most genital herpes is caused by HSV type 2 (HSV-2). They are incurable
and persist during the lifetime of the host, often in latent form. Antiviral agents do not cure HSV
infections, but rather modify the clinical course of the disease. Topical, oral, or intravenous
antiviral agents may be used in the management of HSV infections. Acyclovir, valacyclovir
hydrochloride, and famciclovir are the 3 antiviral drugs commonly used to treat symptomatic HSV
infections. However, it is very difficult to choose an appropriate drug and dosing regimen.
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Figure 1. Herpes labialis.
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Figure 2. Herpetic whitlow.
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acyclic guanosine analogue® BFo]#22] polymerase
9} DNA BA1Z 402 3}, oAz 2-837] Seire
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e Hz}aw ol asih M £3p) na

A % =2} dU]/‘ﬂ =R %(thrombotlc microan-
gk)pathy) o frofstofof gt
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3kA] o} Dﬂ‘ﬁ?ﬂé} =Rl acyclovir WA HSV 7+
o) 918 Wl AV 5 Q= ) FARAo]ek, 417 ZAel
S1g0] glom 335 Sajsho] 1~24120) 24 FU
2.8 ol.galek Folslol Gk, FholAE ok AL,
S HA g ]l

Cidofoviri= phosphonate nucleotide analogZ A
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7 EXo] ¢ a4 nj= AMEA AE A= acyclovir
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¢ o] AlzkE 2] 3Y ool acyclovir
15mg/kg® 35 55 ATE oF 7-10907 Folgo A
o1 7715} 79 75 A71E Tl ATE 749 o)
2$A1 8 (randomized controlled trial, RCT) oA E21=$]
t}. AelolA AxlA el shufo] g AA) AR o} 2] XA
o] o] o14l v g3 vIF FDASIAE Ik v glovt
acyclovir 200mg 3 53] = 400mg 3 33U vala-
cyclovir 1000mg 3}F 23] B+ famciclovir 250mg 3}
33](500mg 3HF 23]) FT= 7Y FoAD o AR
© B 2710 RS 7P At oy APS WA
© Feth SulolME A9 B 124 o) Aofelld ZE
L= HYdlA s)7ksaL Qlth(2).
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7 olgh 7]7]'*3: %%L 9,1—1—’— A o] 447
o] v} 4
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2131 FDA %21, CDC ## 2ot} Famciclovire RCT
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AT T G AR Afolls sme/kgE 84K}
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2] AA] @ H(Intermittent episodic treatment)
WolE 4 AAG HAl AlA B 2w &2t
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Table 1. Chronic suppressive therapy for herpes labialis

mia
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Table 3. Chronic suppressive therapy for genital herpes

Antiviral drug Dose Frequency Antiviral drug Dose Frequency
Acyclovir 400mg twice a day Acyclovir 400mg twice a day
Valacyclovir 500mg once or twice a day 400~800mg 2~3 times a day
1,000mg once a day Valacyclovir 250mg twice a day
Famciclovir 500mg twice a day 500mg once a day
500mg twice a day
Table 2. Intermittent episodic treatment for genital herpes 1,000mg once a day
- Intermitent ep 9 P Famciclovir 250 mg twice a day
Antiviral drug Dose Frequency Duration 500 mg twice a day
Acyclovir 200mg btimesaday 5~10days ~
400mg 3timesaday 5days 2] 70~80% A A& A ao] E37} ek, E& At
800mg tvv!ce a day 5 days 31227} Ao SApoME T 9ok AcyclovirZ A
800mg 3timesaday 2days
Valacyclovir 500mg  twice a day 3 days 6137}, valacyclovirt} famciclovire 5]1:]] 137 AR8-3k 8
1,000mg once a day 5 days 2] ol RSP 0 o
Famciclovir 126mg  twice a day 5 days ApelA] bl gt = Aot sh | A5z <l
1,000mg  twice a day 1 day 72 2dA] @) v]af 4k Ho] t] sREo] S

Acyclovirt} valacyclovirg 47§47t Al ARE-3E 3 A

W 5157} 41-60% R T3k Rlo] el v 9
o, et oluje the ANl Rk BAS Z7HE9)

aL o7HARE Wb AR el ofal] A& Al aRje] 1A A
SR AL 3pet 555 AT 2 Hof F0

Zofell= o} 27hA] o] Azl thek A7 Ky np
AH2, 4).

® A% 2 H(Prophylaxis)

7FEs Aol =2 T o8l adlo] a4
2R} A= <t acyclovir 400mgg 3HF 23]
BT FAF 2N 7k 3ltH4).

2) 718|232

O 74 dA] 2 ¥ (Intermittent episodic treatment)

257} 235 Hol7] flaix= o] AlRtete] 14 o]

g uf o

o] 9171 4

WA 720l e 1) ABE Aol Fk. A8
% 9l 7T ol Table 2 9} 2e),

o] = Acyclovir 200mg< 317 53] 5~10¥47F, valacy-
clovir 500mg 3FF 23] 397}, famciclovir 1,000mg 3HF

28] 19074 A7 Folat )
U 2] 9 CcDCollA] AABEaL JTh2, 4, 5).
@ A4 JA| 2 H(Chronic suppressive therapy)

718 232 8t =AY 63 o) ] Apte] Sle et

S FDA %018 it} 18

o, Ze A S5

ol A7|H o8 A5 A& o e

Aldo] ApEA A Zol57] o
et AFolstedof gt
oA A2 Ao g A7 fEiMe oFAlE MY &
Bafof s 24 37HES 583 ol At el 2l
o & Ent ATl 22 AAHo) e JY 9 %
(couple) 94| valacyclovirE ¥ 500mg ARE-5HH HSV-
29] 7} ke o] ElEit,
ARg-EE 5= Qe AT Fo 2 Table 3 9} 2},
He 1do] 103]
of Bl &7}
acyclovir 400~800mg 3+ 2~33]

o] = valacyclovir 500mg 3+ 19 ¥
ol’de] Aol gl EAlolxl= thE WY
gojzIct, FDACIM=
o] valacyclovir 250mg =& famciclovir 500mg2- 3}
28 ol A sl 2 1 Sk,
A 7} ekAlo] gIk= M2 n|<slu g x4 oWs AAsh

t= 58 I B85 7iklste] Ash= Zlo] T a8ttt
(2, 4,5).

@ QA A oA

o] A= =4 °47<]7} Aot AAolel| 2|2~ E v
A87] Al A4l 36558 251 wh7hA] acyclovirg
400mg SHF 33] H-g3he% Frh(4, 5).

2. CI2 T2 A
Sl aeBol the ws 2s 2o S

fatolatEizlxl 947

%



[
N LeeEs

WEHAT7} o] FolX bt glovt A71E| 23|zl FalA A
B2 A3t} webA acyclovir 200mgS 3 53]
400mg 3 33], valacyclovir 1000mg 3F5 23], famci-
clovir 250mg 3FF 33] 7~1097F B S7d0] 244 iz}
A 77 FoAgie), ofgle] o] 74 kel kgd 40~80mg2
acyclovir& 3~43]o] Uro] AT Fofdit}, o] ulis| =9
25 A AptFsh= Aol Al oAl 8¥8S arefsfof gt

& 29|25 A (eczema herpeticum) M= A4k 7
2 w3} Gelslo] g e flovk Sako) vl A3}
A A FAF @R ARgStolok gtk th7lE acyclovir
200mgg 3FF 53] =& 400mg 3HF 33], valacyclovir
1,000mg &M 23] 14~21Y47F T8} acyclovir A2y
FARI - kg 10~15mgS 3FF 33 FYgict, o
o]& 317l kg 40~80mg2] acyclovirg 3~438]o U+
o A7 ol e Ao FA19] A% ke 10mge)
acyclovirg 87 33 FARI woll Hie] glew &
A A5k slae] 2125 olok HTHA),

genic) HSV ‘%‘ﬂ,‘ é‘% ,‘4-_@"3]”‘5 A|Z7} ek w o]
Ho] A7Zell girk. o] Wil Fis =5
Frieshe 2371 §lof DNAoY 7|k Av o 2244 7
Z1 A2 ko] EhkshA| o] Foi AL QlTk(1),
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