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Trimethoprim-sulfamethoxazoleo] &4 &F2tAv} 7

mp9z o el &

AEHER R BERAE SR
WET - EE - WM - FRER

A =
E Lol ant(Toxoplasma gondii)= QT FF7+9
Z(zoonosis) & o7& HAA —%4_%91 v e 2AF
Frol &3k, B f@Fo] ok 4A Ctenodactylus
gundiol A AR ol JhFojvt, Z’:w"‘r WEFEd =
da x5 e 9low (Christiansen and Siim, 1951),
ok 59 o] 49 <lztolx e EHA =y d4o
2 ohekg A4 FAE ez glgel 2o gl
t}(Jacobs, 1967).

2.3 o} A= toxoplasmin H uh$ A A (Soh et
al., 1960)e] o&) HALow ExFatauto] FH Aol
War gaq z2a Ak mesgen, Choi e al
(1980) 7 Chung et al. (1980)2 A A *é e B
Zo 4 & B3 vk At e 5 (1982) 2
latex A ul-¢o 2 H o ‘Q%l“r oA } FAoll o ot
‘4 ddzA4s Agstgda, A4 FAd sleiA &

Zetaul ALY ool AFd zAE AW v}
Av}(&l 5, 1983).

2 Q22 on Ao EA A AdFH
3 Azl $£d S48 AESH 448 A
Z Qlemz &3 Axdd e 9Fd FEE A
F € A7 FA} oFde. zEid ofF U5T
g HEAe geoew duwx ez pyrimethaminet
sulfadiazine®] ¥ & 2ol 7% 5% Aoz I
A gLk (Jyono et al., 1958; Watanabe, 1960). ¥
ool gAE g 2F F4 5 ASE zAss
% nagol w@e o] glvi(Frenkel and Hitch-
ings, 1957).

sl 2F4Le AdA gx 4% i AR
& <kAle] Awre] aF#E k. Trimethoprim-sulfame-
thoxazole (Bactrim®)2 o]2]3t H4 oz 7| “—iﬂ 7]
ol Adubd o AA g FAYE AS B A
o mlAE gl A e ez 4HA %COL]' il
TAel whekA = ‘?}—%i%‘?}é‘ﬂ sl g Ao
2 »xd wx 9ok %, Norrby et al. (1975) %
Nguyen and Stadtsbaeder (1975)% Bactrime] -3t

0(

HlE A

% u} 9ot Thier-
#E& »323e], Bact-
EsE opR A%

FFEAE A
mann et al. (1978)& Aws=
rimé §—E4 aﬁ"‘“? 8
Al FEE A g Aol o

olo] E dF%& 1) Bactrim Folst EaZefsvlzt
A4 tgze A d A vAe E4E v ZET
oz #AAEz, 2) A7 A dA &%E AA
3 %, 3) Bactrim%ols} up$20 dd Ao u]H =
< 3% pyrimethamine® sulfadimethoxine ¥ §%¢o
o Ao viwsted FAmA s

}-J

=& B
]

poeS nﬁ

Mg oy

1. H8 S8
A% 156~20 g9 &4 ICR =$-2=F A&
2. T. gondii2| = (strain)
w2 g AER Y dARGE 4N A4 E
Aol A in viveE AWEz = RHFE 483}
gt
3. & &Y
ZE" vhead ERdoniy AHG F2Eets
Gy AY vhsaw IX104Y B3z F9
ske] 74 A Ze
4. &Ml Fof HE
Trimethoprim-sulfamethoxazole (Bactrim®) %o+

Lig-as )

3} pyrimethamine (Daraprim®) % sulfadimethoxine
(Sulxin®) $ejFez Y¥gd. 2E A8 JAL =
o 0 5 mle] FHgel Ealzted AEHz, 744G
vl zo] AFH o2 Fo g
(1) Bactrim®] F—F&Fdavt Adtel] e 44!
2 FA9 19 FAFE 4 FATuR nEF 6,
12, 24, 48 mge g dlg e, HLZelsav g &
3958 Mo @ 78 ATHer FAdn, g4E F
3021 7A el ulg-mo] A of 5 s ol
(2) Bactrim %o F# Daraprim % Sulxin ¥ & %
e A4 wa
o] #A FEe TA 6}01 Bactrim®] 19 Fof &2
% wte} 24 mg(trimethoprim, 4 mg; sulfamethoxa-
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Table 1. Effect of Bactrim in mice infected intraperitoneally with 1x10° 7. gondii trophozoites*

Survival rate(%)

Daily doses Average survival time

Groups Drugs (mg/mouse) No. of mice (Days+S.E.) at %%f(igfis:mafter
I Bactrim 6 14 21,7+1, 81%* 28.6
I Bactrim 12 15 24, 4+1, 21%* 33.3
I Bactrim 24 12 29, 4+0, 39** 83.3
v Bactrim 48 14 30. 0%* 100
v Control 15 30.0 100
(normal)
V Control 15 6.2+0.17 0

(infected & untreated)

*Daily administered per os for 7 days, started at 3 days after infection
Bactrim="Trimethoprim+ sulfamethoxazole (1 : 5)
**p<0, 05

zole, 20 mg) 2.2 A&ty k. Daraprim® Sulxine] 19 2, BaFelan g daz2de 749 F 1, 3, 4, 6
wlalg feke B 5(1985)9 =FolA A4 Sgow o Aol A st
¢l A & Daraprim 0.25mg ¥ Sulxin 1.0 mge # 3}9

o 7F %A ol 2 /2}7] S SxZvtavt 4 2 ot
F 3AdAFE oA gAY Ay FaE FAG oA
ol F 249 77}74 % 259 7¥ ATHer Fo °1"°3"4' 1. Bactrim?| gt—EAZaiAnr 50
abpad] da ag 47 s A4 A Akg Fafotant 449 IxX1004E 29 A w2 2
o} Seconal® (1 mg)-& ~‘51-7011HE F 2}t P?f’r 3 7} 16mbe]l 2 FA" 7 A& Fol AF4 o2 Bactrim
A A A ko] Coulter counter (Coulter clectronic & Foad s AR Feoz AAgE wfda A
Ltd.,, Model 880) 2 A &, wdF, Hagdfo &) elatgeh, Al F+& A8 w929 6 mg(trimethoprim,
A2HE 2489 A5 vz, 4A BdTe = 1 mg; sulfamethoxazole, 5 mg), #) I € 12 mg, A

ol & AAE F 1, 3, 4, 11, 18, 259 Ao A3 HF2 24mg, ANTL 48 mg¥ FAE Fol 5t}

V
100j v

Il

°Jo Survival
(84
2
—5

VI ' ' ' '
0 5 10 15 20 25 30
Days after infection

Fig. 1. Cumulative survival rate (%) curve in control and experimental mice groups infected intraperi-
toneally with 1x10° trophozoites of T. gondii and administered with Bactrim for 7 days.
1: 6 mg of Bactrim/mouse/day, I: 12mg, I: 24mg, ¥: 48 mg, V: Control (normal), and
W : Control (infected & untreated)
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Table 2. Hematologic findings in mice infected with T. gondii and daily administered per os with anti-
Toxoplasma drugs for 25 days following 3 days after infection

No. of W.B.C. R.B.C. Hemoglobin Platelet
Groups mo'i c° (x10%/mm?) (x10%/mm?®) (gm/dl) (% 10%/mm®)

€ (Mean+S.E.) (Mean=+S.E.) (Mean+S.E.) (Mean=*S.E.)
Bactrim* 46 7.47%0.40 6.510.18 12.230.14 456, 014, 50
Daraprim+ Sulxin** 45 6.220. 40 6.21+0.15 12,140, 24 420.0112. 69
Control 23 4,610, 32 6.61-0.21 11.5+0, 25 423,8131.02
(infected & untreated)
Control (normal) 17 5.510, 53 7.5%0, 28 12,940, 37 486.0123.03

*Bactrim: 24 mg/mouse/day
**Daraprim=pyrimethamine: 0.25 mg/mouse/day
Sulxin=sulfadimethoxine: 1.0 mg/mouse/day

ATTY HAF A2 5= 2170z 7FEdF 30
A 7R = 28.6%9 Jéiflg*vrv— i&itr ArD,0,V
?*4 P AE A5 428 5 £3E 597

| &t o ZelAs AE £ 4 A=z, 28 @@4
—5’-_- u] F-oF o & e Hlv}oq

r

AF AEA5 AE A

_Z:o

Ego 9o K7 Aol E B HFH(p<0.05). 015’_
Bactrim& $-3 §—5 2 Fulzul Aol el Ay
2ok (Table 1 ¥ Fig. 1).

2. Bactrim £0 #3} Daraprim 2 Sulxin g}

Eo2e WA Hm

D el gre] 4

Bactrim5¢] #3 Daraprim % Sulxin® g $of Fof
A BE Ha ETFEyE A4 A2TES Sk 2
(p<0.05), ExZelanl 74 dxFelAdx A o
2R Zadg o (p<0.05). =3 Daraprim ¥
Sulxin ¥ §& Fo Tl A& W4 T4E Bactrim Fo F
I ulgte] o5 ZF48k9) ek (p<0.05) (Table 2).

2) A¥+e F

HET19 += "—F*ﬂ% FoAd F T4 FaEetav
ZEg dzTdA 25 A dz2dae Fasge (el
0.05). =% Daraprim ¥ Sulxin ¥ § FoF9 A3
F4= Bactrim Fof Foll ulsted H93 LB
o (p<0.05) (Table 2),

3 AN LA
WAEAE bl & FAL T T Srgsas 2
@ HzTolA BT A4 dETel vste Zastdc

Table 3. Changes of white blood cells (W.B.C.),

red blood cells (R.B.C.),

(p<0,05), =z#+} Daraprim ¥ Sulxin ¥ %< F3}

Bactrim o] F Alolo] 3= #23t o] & 2 & gt
(Table 2).

4 da%e]

Azt ¢ FAEF FAT F F3} 5..4:%‘4':’:“?
7kl Wz Tol A BEF A A o &2 Fe u] 3} o ZraE9
0.9 (p<0.05), Daraprim % Sulxin LH?{]—‘IZ_Q:] F-o] A]
9] ¥4yl 423 Bactrim $-o] ol v]sle] $-o3t 74
% 29 H(p<0.05) (Table 2).

3. ExEctA0r ZHY HIEY AHW =T HH
A 3
AET o, AR

2 F ARG T 6.29)7A
7, WM Ao WFel ddey dad £ 7o
el F23 ZAaE 3.9 (p<0.05) (Table 3).

4, Bactrim E0 Z2 f Daraprim % Sulxin 88}
Eoel EUY HE

D AT e s

HETe S8 FF AF E 3, 4, 1844 AAE
Daraprim ¥ Sulxin ¥ § Fof Fo] Bactrim %o Zdj

el

v g Fade A e 2ok, 259 Aol Bactrim
FATEt Fostes AFE 2AcH(Table 4, 5 ¢
Fig. 2).

2) AET 49 wsh

AYTY = 54 AF F 11444 = Bactrim %
o F-ol 4 Daraprim % Sulxin ¥ § FoZnd zax
sdvh. 22y 18, 259 Ao+ Daraprim ¥ Sulxin

hemoglobin and platelet

counts in mice infected intraperitoneally with 1x105 trophozoites of 7. gondii and untreated

Days after W.B.C. R.B.C. Hemoglobin Platelet
Inyfectiog No. of mice (x10°/mmS) (x10%/mm?®) (gm/dl) (x10*/mm?®)
(Mean+S.E.) (Mean+S.E.) (Mean+S.E.) (Mean+S.E.)
1 5 4.9-0, 38 6.6+0.22 11.3+0. 36 448, 0+£52. 36
3 5 3.84:0. 42 6.620. 29 11,740.10 561,022, 25
4 8 4,1%0.41 6.6-£0. 48 11.640. 44 385. 0163, 96
6 5 5.8+1.04 6.6+0.57 11.24+0.92

325.4:+41.85




— 202 —

Table 4. Changes of W.B.C., R.B.C., hemoglobin and platelet counts in mice infected with T. gondii
and daily administered per os with Bactrim for 25 days following 3 days after infection(24 mg/

mouse/day)

W.B.C. R.B.C. Hemoglobin Platelet
s after - Noof mice  (x10%mm®)  (x10%mm®) (gm/dl) (x10%/mm?)
(Mean+S E.) (Mean+S.E.) (Mean+S.E.) (Mean+S E)
1 5 5.7 “1 24 7.710. 32 12,840, 48 440,234, 43
3 5} 5.7+2.00 6.8+0.23 11.740. 37 490, 61-31. 59
4 10 8.3+0,.94 6.010. 22 12.540. 33 509. 41-18. 48
11 10 8.9+1.39 4,910.18 12.2140.29 455, 01-37. 60
18 9 7.410.99 7.420.03 11.9:40. 24 394.0+39.70
25 7 6.310.62 7.0%0.31 11.92+0.28 449, 01-36. 22

Table 5. Changes of W.B.C., R.B.C., hemoglobin and platelet counts in mice infected with T. gondii
and daily administered per os with Daraprim and Sulxin* for 25 days following 3 days after

infection
W.B.C. R.B.C. Hemoglobm Platelet
aj?rili);lsisktlrf;:iron No. of mice (% 10°/mm?*) (x 106/mm3) (gm/dl) (x10%/mm?)
(Mean+S.E.) (Mean+S.E.) (Mean+S E) (Mean+S.E.)
1 4 5.910. 68 7.3+0.19 11.940.11 454, 7136.53
2.710.49 7.1%0.55 11.56+1.0 457.2+61. 25
4 10 5.0+0.72 5.740.29 13.840. 37 374.0+27.08
11 9 8.1+0.58 5.2-+0.28 12.840.41 431.04-20.29
18 10 5.410. 49 6.81+0.18 11.0%0.21 400.8+23.49
25 8 8.5+1.15 6.41+0.16 11.140.43 454.8+ 6.61
*Daraprim: 0,25 mg/mouse/day
Sulxin: 1.0 mg/mouse/day
WBC(MO‘)’mm:’) o—e Bactrim

*--# Daraprim+Sulxin

Hemoglobin(gmv/dt)

*——e Bactrim
*-=-* Daraprim+Sulxin

T . . - 300z, — :
1 34 1 18 25 1 34 1 18 25
Days after administration Days after administration
Fig. 2. Changes of W.B.C. and R.B.C. counts in Fig. 3. Changes of hemoglobin and platelet counts
mice infected with T. gondii and adminis- in mice infected with 7. gondii and admi-

tered with Bactrim or Daraprim+ Sulxin. nistered with Bactrim or Daraprim+Sulxin,



¥ g ol Fol A Bactrim Fol Fxr} 7ha
B9tk (Table 4, 5 @ Fig. 2).

3 A A Wi}

YA 2 e FF Az F 1, 18, 269 Aol £ Dara-
prim ¥ Sulxin %o Fo] Bactrim o Zxc} 7+43d}
31"4‘ 22yt %9 4, 1149 Aol = Bactrim Fof T

QA 4A & Daraprim 2 Sulxin W § S Fxnc 7
28t vF(Table 4, 5 9 Fig. 3).

4) daw o

ot 5 54 AF F 49 Ald Bactrim Fol T
o] A4 Daraprim ¥ Sulxin 3 3 Fo Fo vt A
8] Ztastgcb(Table 4, 5 2 Fig. 3).

Fe A%

I &

Saselavh(T. gondid)e WAAA o2 FE o
= 24 AYP2oz e FAsH TPHoz
AA HA % s} 2 o2

k] o (meningoencephalitis), =%

al o (chorioretinitis),
% (hydrocephaly),

4 %Z (microcephaly), A Al #= Ao} (mental retarda-
tion) 59 FAE e F5 Avk(Brown and Neva,

1983), &3] R AAAE F4F A EPHe=m
AR Ad EaEztanrl FAsHS AFE 9
HE dod, A4AA4 FAE & FA 5z e o
o] gt #9452 9k (Chung et al., 1975).

Soh et al. (1975)& AgAW A4 WYdoziH
Ao Hgg At HAHAIYBFIAR R AAG
A 2 (cleft palate) FAot HAF-AF FA oA
289 ¥4 8(9.6~28.4%)% 2o%vtw Bad vk 9l
of Sejvtetel = £ fFeol 243 A o] A
ALE & F Ak oo ik B LelavlFe Wt
AR gAY Adst obge Fo 43 o FAL
o da AEs B4 2TE G

A F—Fafetan At dAHE ® AYF
o FAE 98 AR Dot dAeA de] 2dR
+= W & pyrimethamine (Daraprim®) 3} sulfadiazine
W §+ 5o (Frenkel and Hitchings, 1957; Jyono et al.,
1958; Watanabe, 1960; 1963;
Thiermann et al., 1978) % % 4 9= clindamyecin,
spiramycin 5% @5 =& sulfarlel £3 F4F o
F—EaxEvtavt A7 Qe Aoz d8HA o
(Tabbara and O’connor, 1980; Lakhanpal et al.,
1983; Nguyen and Stadtsbaeder, 1983).

2]yt Daraprim®} sulfa’d] W49 A4 B4 Zols
wEol W& A EFAE S A S5 9
o5 e FALe] EAA Hx Atk F 5G4 93
T4 5 AN 2 Q‘iii&z}i(thrombocytopenia), Wl g
F7+ A& (leukopenia) So] & 4 glo]A ol A& 2
7| 58 oF g A %i%v‘r-’:“‘f%ﬂ =57 %ol
g7 5ol Astd FANA L A9d4E Hole A

Niedmann et al.,
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€ 239 4 F¢ A EAA Hz Ak (Frenkel
and Hitchings, 1957; Abell and Holland, 1969). 3%
¥ trimethoprim® sulfamethoxazole?] &gt A ¢l
Bactrimo] #—%&Zatawt 37k Qo] Bad 9
9l o1} (Norrby et al., 1975; Thiermann et al., 1978),
ol A AEFARAY FE&E42 FHd 74554"1
Q1A %&ck, & Norrby et al. (1975)2 A4 &
ZebavbE eollo AR R 1A E “H%&i
trimethoprim=} sulfamethoxazoleA] A] & 5o a4 el v}
2 utedt Ae anE JdALE 2asA dA
GA 2A 9 5L AAdsgd e, AE BFARAA
pyrimethamine o7} ¢33 $43%& ¥ad d=
gl e+ (Thiermann et al., 1978).

2 Age A 333 Bactrim FF%9 nl$x AE
+¢ v g v et 2 4R o] A5
HA FoF L2(6 mg/A)AME AFEI|7he] AFH e
2A B FAY F--BxFgaa adst 5]
A5}, Sander and Midtvedt(1970) = trimethoprim
D5 Fod A F—EaZetevt adst dohe 23
vl glo} £ AY Astel golg Aol et olE o
A Fo Lo Aolgt sulfad o) F& 458 (syner-
gistic effect) 2] o] W] F-o 7 A=),

Ale A B ZFAZ v mstEde] B3 FAU HE
AL A 2o|tt, Pyrimethamined A7 o T4~
A5 Aol g A€ 4 deon, HTd A=sz gl
= clindamycin®] %o 3= pseudomembranous colitis7}
£ 4 9l (Barlett et al., 1978), spiramycin® 57| ¢
g 2AEL gov Ay EAdvt A wE e
2 wosz 9t (Nguyen and Stadtsbaeder, 1983).

2 A AE pyrimethamines}t sulfad] Ao} 84
Tzl A atzel o4& shA ke AE 23
Bactrim®} Daraprim % Sulxin # & A A& 77 o
£ 7Y whfad Fodsz 2 dNEH F4E AR
wl ekt g ek F A Fo S3E AT dodA
Daraprim=} Sulxing] &2 % 5(1985)9 =FdA
AA T YA Lol wel s Daraprim w29
0.256 mg, Sulxin® 1.0 mg¥ ATE Foddgen,
Bactrimo] $8& 2 A AEEY HAF Ao
AL 24 mge dd Sgeon @%}ﬁﬁr.

il

Eadetavat AGAZE b AEF 4 9D
Arxd BE whtzvt ARsded 4E 7 &%91 4
a3 F HEE AYelas Yqady & HEE
T Adeh ole HaZetavtd Zdd AY utex
9 A GERE) ] E7158 Astge FHo] g

e A% 2aFa Ydokz Ass .

Daraprim 2 Sulxin ¥ § 5] F& Bactrim FoF
of ulale] WMHF &, AYF 2, ARITRUA, i
% EFNA 2 A FAsA AHASE &
A 4= 919wt o]+ Daraprim ' Sulxin ¥ 3 %o
Fol A Fa 715 Aot 2ok AgA vegE B
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%+ Aex Bactrimo] WAl oA 2A 44E 5 9
2% o % oeh el A@TS adA 4w F
2ol Zrgkes ANAAL 15 744 02 s o

7]

AY EF AEE vlfa9 do 242 AgA
v Xegera %%& ﬁéﬂ Ao wals A
Aol e B AgdA o v EHE AL A =3
EAA oz froldt Fo]st i 4 -sm gr g $A71
Ao AFES A WolvkA dgtomm QiFor

Aol 7k glotm w7 E ojd Yt
AY 2719 BAALE Fagepavist o A2
A £ dolzg Fafrhar g 2 AA e T

ool &gk o Fo] Al WMAHAE Acmw A A
T AL B SaFelante F4F347d W &
Al A °l.u 53] Bactr1m4 AE$E 797 T
Pg Aoz ¥ &L Bl Foz v Fo A&

FoFatgl g 7S—r ol o] WFL R AFE A
FAol gt GFer AaA gk

g YT e o‘:<}% AYF Fub G xA
3, 49 Fol 239 -g#&
e A& Rod Fz gdrh

T QE A7 23] oF
& 3ol vl 2 AR A3 AL oH S HE F
At & Fg Aol ,l% Aoz A8 et

Bactrime] kg7 AL Al Folvt 9% 94k (folie

acid) gt Aol & FE Aoz A 9t (Bushby
and Hitchings, 1968; Wormser and Keusch, 1979;
Rubin and Swartz, 1980). -, trimethoprim-& dihy-
drofolate reductase®] &&-& A AA folic acidr}
folinic acid2 ¥ ¥4 -& #& s
£ para-aminobenzoic acids} folic acidg® =& &
"'11]3}0‘1 AAA oz 45 W A4 gy ?}‘éq]
LOH.J A e+ Aoz f A=k, 53] trimethoprim
Al 2 dihydrofolate reductases] ®r} AlulA o @
FEFonA vlg g FLol FaA vebd £ A
v g,
Pyrimethamine2] <k2] 7] -2 trimethoprims} =f
f-Aet dulA o g pyrxmethamlne-— FoF &gk

sulfamethoxazole

ue gt F¢ Ay Aot 2= Aer dHA Jm
trimethoprime] 7 %% <432E& FE5A1} JAF F &
Aak HAbel o] & shxloE G AT E P 9

W BAe 7o) ofv] oﬂww

ol dE A e

A% delE 24 Lol Ad G Ao T ek
2% Safoa AL 7&71 el oA Fol st 8
TFE P2 BA0] AordMxr FogFgHrst 48 ok

A7+ F st Bactrim® B A oz nFo] vl A
F—Fagvtant A37 FodAL E5visel e
Ao 7} Daraprim 4 Sulxin ¥ 3 Fof o} uwmsle] 7
HE Aoz A e e

X d T
$oE F4 Fage

Auel o] 48 4 Uk A¥AE AW Aoz AL
2
a =

Trimethoprim-sulfamethoxazole (Bactrim®)2- B2
Zohante] JFH S RPN uhFad T F
zol ge Ao wAE Tt A4 wAE o
gk u) Eof zhdd o] =75} pyrimethamine(Daraprim®)
2 sulfadimethoxine (Sulxin®) ¥ § Fof ¥ vl %
28w & e AEE Adw.

1. Bactrim& 219 ehfzo] FoJatg-& A W FoF
Q2o va fdaA FF 2t Y5 E 5 4
Qowl, Be = fakg sy 19 24 mge g 74
7F Sokgl e Wl e 79 309 & 2 4 FEgo) 83.3%
olglx, 19 48 mgo® F P& wlolE A} H2T

= AR 2 100%9 AEEE 2o+

2. ¥y F 4% Bactrim Fo] ¥ Daraprim ¥
Sulxin ¥ & Fol Fol A EaZelevt 2bg d2Tel
W eted o3d Zs18tg o, Daraprim 3 Sulxin ¥
3 Bo Zo] AL WET 3% Bactrim o] ol w3}
o] FA3 Zas e

3. AET Fr Exigavt 349 A7, Bact
rim %o F3 Daraprim ¥ Sulxin ¥ % 04 of A
AdupA o7 AA of 27 st s e, Dara-
prim=} Sulxin 3§ £ F9 A& F 4% Bactrim F
o] Foll ulgte] ©§ A= Ao

4, AN xA e ExZebavt 29 HxE, Bactrim
Eo] F3 Daraprim 2 Sulxin 8§ FoF ZFelA
A Al 27 W ete] Zasg o, Bactrim §o T
Daraprim @ Sulxin ¥ @ Fol F Atolel & o]st ¢
9 et

5, &%t £ ExZdavt 74 f2ZF, Bactrim
Eo] 3} Daraprim ¥ Sulxin 4§ §4F =F A4
2Tl uae ztastg e, Daraprim ¥ Sulxin
W ol Folale @Axd FE Bactrim Fof Tofl ]
sl A& 4= A

6. ExTeleavnl 49 HzFoA Y 27 v
o 7t FAd Had b asg e, WE T g,
AHF & Az el sl E A

o] ¢l Atz ®ol Bactrimg
Wik Fod o AR et
W& nmeow, 3o 2% 7% Aol st Daraprim 9
Sulxin ¥ & Fole A$xch An g o 5 UG

Daraprim %! Sulxin

@S gehact &

N
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Chemotherapeutic Efficacy of Trimethoprim-Sulfamethoxazole (Bactrim®)
in Experimental Murine Toxoplasmosis

Sung-Won Cho, Tai-Soon Yong, Pyung-Rim Chung and Keun-Tae Lee
Department of Parasitology, College of Medicine, Yonsei University, Seoul 120, Korea

The chemotherapeutic efficacy of trimethoprim-sulfamethoxazole (Bactrim®) in mice experimentally
infected with Toxoplasma gondii was evaluated. The average survival days and survival rate of
mice infected intraperitoneally with 1x 105 trophozoites and treated with Bactrim® were compared
with those of untreated group. The hematologic findings of blood samples of experimental mice
were observed for comparison of side effects between Bactrim® and pyrimethamine (Daraprim®),
the latter of which has been one of the favorable drugs for the treatment of toxoplasmosis.

The results are summarized as follows:

1. Bactrim® showed a strong evidence of potent anti-Toxoplasma activity. The survival rate of
mice administered with 24 mg of Bactrim® per mouse per day for 7 days, was 83.3%, and the
rate was increased to 100% in mice administered with two-fold concentrated dose of the drug.

2. The average numbers of white blood cells (W.B.C.) in the mouse groups treated with Bact-
rim® or Daraprim® were more increased than those only infected with T. gondii. The mice treated
with Daraprim,® however, showed remarkably decreased numbers of W.B.C. as compared with
those treated with Bactrim.®

3. The average numbers of red blood cells (R.B.C.) and platelets both in the drug-treated and
untreated T. gondii-infected mice were decreased as compared with normal mice. The numbers
of R.B.C. in Daraprim®-treated mice, however, were more decreased than in Bactrim®-treated mice.

4., The average levels of hemoglobin both in the drug-treated and untreated 7. gondii-infected
mice were decreased, compared with normal mice. But there was no difference in the levels of
hemoglobin between Bactrim®- and Daraprim®-treated groups.

In conclusion, trimethoprim-sulfamethoxazole (Bactrim®) was proven to be effective and safe for
the treatment of murine toxoplasmosis. The efficacy was comparable with pyrimethamine (Darap-
rim®), but bone marrow depression was less severe with Bactrim® treatment.



