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From 1985 to 1986, cisplatin (CDDP) therapy was performed 6l times in 24 patients with
urological cancer. Thirty nine courses used fosfomycin (FOM) 4g/day from the day before
CDDP administration to the last dose of CDDP, and we statistically evaluated the prophylactic
effect of FOM on CDDP nephrotoxicity using urinary NAG and FEna as parameters (t-test).

In the l-day CDDP group (CDDP 60~70 mg/m?x1 day) with FOM a peak NAG was seen
on the Ist day but no significant NAG change, FENa has a peak on the Ist day, no significant
increase between the previous and the lst day, but o significant decrease was seen between the
3rd and the 5th day (p<{0.05). In the 5-day CDDP group (CDDP 20 mg/m?x5 day) NAG
reached a peak level on the 5th day with FOM, showed significant increase (p<{0.05; between
the previous and the 5th day) and decrease (p<{0.0l; between the 6th and the 14th), compared
to those without FOM. FEna change tended to be similar, showing o significant increase,
(p<{0.05; between the 2nd and 4th) and decrease (p<{0.05; between the 4th and 7th) with FOM
but no significant change without FOM.

NAG changes with FOM were classified by pre-CDDP dose creatinine clearance (Ccr, ml/
min) into 3 groups (under 50, 50~100, over 100). In the l-day CDDP group with any Ccr no
significant NAG change obtained, but, in the 5-day CDDP group with 50~100 Ccr seen a NAG
peak on the 6th day, significant increase (p<{0.05; between the previous and the 6th) and decrease
(p<0.05; between 6th and 12th). With over 100 Ger NAG has 4th day peak, significant increase
(p<{0.05; between the previous and the 4th), and decrease (p<(0.05; between 4th and 8th).

A prophylactic effect of FOM on CDDP nephrotoxicity was found in the 5-day CDDP group
not in the l-day CDDP group, using urinary NAG and FEna. PV3B and single CDDP regimen
(5 day CDDP group) with FOM can be performed safely, if the pre-CDDP dose Cecr is over 30,

(Acta Urol. Jpn. 35: 615-621, 1989)
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Table 1. CDDP therapy
FOM (=) FOM (+) .
REGIMEN - F w F total
cDDP 2(2)0 6 (6) 2(0) 10 ( 8)
PpvB 10(4)0 14 (8) O 24 (12)

CAP 7(1)3(2) 12 (8) 5(3) 27 (I11)

total 19(7) 3 (2) 32 (19) 7 (3) 61(31)
() : FAMHOAN

Table 2. Regimen

DAY

01 23456 7891011121314

CDDP cobP 20m/m2

L B B B

FOM € 4 4 4 [}

CDDP  20mg/m2
VCR0.05ag/m2
BLM 5mg/m2

PVB

4 with or without

t
L2 2 B B A B B B

-

- | - -

L
-

FOM w 4

C A P CDOP 60-T0ag/m2 ¥
CPM 250me/m2 ¥
ADM  45m/m2 ¥

-

with or without

FOM g 4 &4

NAG(U/day)
1007 Q

801
60
40

204

with or without

CAP

Omees0 ! FOM(—)

Fig. L.

WAL & regimen L Table 2 DT LT,
CDDP #58itfEslc X h & R 57, CDDP
fEy: L PVB §Rk Tl 20 mg/m?x 5 H, CAP #k
T2 60~70 mg/m?x | B FME Liz. ¥ FOM
YRINBtiz FOM 1 H 4g %# CDDP #EFBA LY
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NAG changes on each regimen
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Fig. 2. FEnNa changes on each regimen
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Fig. 3. Ccr changes on each regimen
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Fig. 4. NAG changes in each case, classified by
pre-CDDP dose creatinine clearance
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Fig. 6. NAG chnges in 5 day CDDP group
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Fig. 7. FEnNa changes in 1 day CDDP group
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Fig. 9. NAG changes in cach case, classified by
pre-CDDP dose creatinine clearance in
1 day CDDP group with FOM
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Fig. 10. NAG changes in cach casc, classified
by pre-CDDP dose creatinine clearance
in 5 day CDDP group with FOM
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FEHEE Ihh ¥ Na oF RIREEY EHEL LR
L®, EEEE L% DT, 3% &BRes 3
hTwsh, CDDP BEHEOIEEL LToB|EII
FRABRI TRV, SECKERTIE, CDDP X
B3MBEHOIBEL LTiLR+ NAG i, FEra
EARBHTH -2, Cor 3TEE Ebhi.

CDDP BEEix3T5 FOM 0HEHEBEIEC
BILTIX, BWERTIIARALY, HZLW, M
LR L, BRTRERLD, HFELW, 1@
LORHELTEH D, Ldic FOM i k v g
EOTFHRRY 2l BT 5.

E#bH1X, CDDP gL dose-response rela-
tion L\WHEHBEY LB L b, CDDP #EER
IOREEC L) 1 BHER L5 AR EHE 50T
T, FOM OBMERBRLRE LIc, 20X
BHRETVERZ LR T LI,

Reh NAG ¥ %5 X0t FEne COBRTTIL, &3
1 BREFTRERREFHLLO AT, FOM o
BMBEEHRIED o, LL, 5 BREET
TREFTHEELERLRD VoL, FOM %
MBECREELERY 2 CHEcEBELTE b,
FOM nEHHERGE 2FRDT 5. ¥ FOM
D1H 4g #5X Na % 58mEq €81, b
Na &fThbH, 5 BEEHETD FEna O¥— 7{H
REENEEBREY R L. Lnl, FO®%OESH
RE - CRERCRS LEEECBEY A TH D,
FOM #BRMEOBELXRELILIOLE XD
ha.

Cer ZEHENOET O BEESHEL LTIRHE
v, TRHEOBEET vhbE#iEoRED
BE®XRHALTED, CDDP RBRSESCHBC LY
ET%FHh{. CDDP #E54[ Cer fHEiz X% NAG
TOBE T, B—EAT2 =2 -2 EETAD &4
1 a—2&tAl, BREREEEY 3SHCLHTT,
£F RIS FOM BBMHBRORYBELL. £
DOEFEELET Cer A 50 ml/min UFOBETILLH
NAG EEBEYXRL, FOM 0Bz mn ..
¥72 Cer %% 50~100 ml/min OETIZ NAG v —
7{EN BN TRETHEALREDCA, 5 HRERT
BFEILEFHRETED, 251 100 ml/min L EoRE
Th 5 RSB CEELBRSELED TS, F2
CEELE, BERHO Cor A S0ml/min LI Ed
g, FOM BN X W B ME B R sy
¥ regimen ¥5 o CDDP #E5EMNAEETHS L&
2T\Ww5.

HFHHZ, CDDP 5 A &5 C oL Cor &

NAG » b o, Cer HEAEVWIORYE
CDDP #E5# 0 RF NAG EHo#EMBAE W EE %
<L, CDDP ##F#HE5 L ¢, RF NAG &
Cor REETHLERYRALY, 3Ibic Cor HE
s CDDP #E#%0 NAG FEHk BELLY,
ChEHd CDDP A £ EHTH 1
W1, EREdrs B X5 LBRNTWB. T,
FOM iz CDDP BEErx UT/AL REFRYHE
LTwb EDELRREL TS9N, EXFLDLH
WEREL 5 AREHTORE T, 1 BEREF TR
B BE B b7, 5SHRERTI
FOM »5¥wk CDDP BBEHXBEHMTS Z L2V
mEhie.
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CDDP BFHMBERDRL R LIER,
1) [Rh NAG f#:, FEna 12 CDDP i X5&H:
BEEOIEL LTHETH 52, Cor BARHEE
Hhic.
2) 1 B#5E (CAP ik : CDDP 60~70 mg/m?
X 1 H) Tk FOM 0BEHERDRIIBLM T
ot
3) 5 H#¥5# (CDDP ##, PVB §Eg: : CDDP
20 mg/m?x 5 H) Tik FOM oBFELBELBERL
BAZLRI.
4) H#E5H Cer 2 CDDP BEHORBLML ESL
L, Cer 2MEVWEERS NAG EHrEEL =T,
Cer 23545 50 ml/min LLEHIEX FOM #Himc
TERER BEt B Bx 59 regimen ¥ bho
CDDP #E5EMAEETH B & BEbhic.
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