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Table 1 Clinical effect of CTRX after intravenous administration to patients with biliary tract infectious diseases

g\eg:‘ dag;/“c}c))(se Isolated organism
Case i ; ; i MIC against CTRX Clinical | Adverse
No. Name Bqdy Diagnosis, remarks Injection 10°, 10° cells/ml effect effect
weight method, (ug/ml)
(kg) Duration &
Subacute cholecystitis with
cholelithiasis and acute
47, F hepatitis, before CTRX lg (Ix1)
1 JEH 63.5 chemotherapy was CEZ 2 g ivd. 7days No growth Good None
i.v.d. for 7 days, clinical
| effect was recurred
Subacute cholecystitis with E.coli (++)—-(-)
77, F, cholelithiasis, 1g (0.5x2) 0.1 0.05
2 | TS 60 before CTRX chemotherapy ivd. 8days | S faecalis(—)— (+) Good None
was none >100.0 >100.0
Subacute cholecystitis with
cholelithiasis, before CTRX
3 | RK. 32, M, chemotherapy was CET 4 g 1 g (IxD No growth Good None
58.5 . .. iv. 7 days
i.v.d. for 4 days, clinical
effect was poor
30, F, Acute.ch-olejcystltls with lg Ax1) C. freundii
4 Y .K. 65 cholelithiasis, before CTRX ivd 9 days +)—(—) Excellent None
chemotherapy was none T ay 0.39 0.2
Subacute cholecystitis with
‘ g0 p | cholelithiasis, before CTRX iof & (0'2 ;alz
S | MY. ) chemotherapy was CEZ 2 g o Y No growth Good None
67.5 . L lg (A1x1)
i.v.d. for 11 days, clinical ivd 6 days
effect was recurred B y
Subacute cholecystitis with
40. F cholelithiasis, before CTRX lg (0.5x2)
6 | M.I 76' ’ chemotherapy was CEZ 4 g ivd.,iv No growth Good None
i.v.d. for 15 days, clinical 8 days
effect was poor
FIIMEE AR R, RIS AP AL 22, BRI, B A APEH DRI, AR A R i (Consera (2%
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Table 2-1 Clinical effect of CTRX to patients with biliary tract infection and concentration in bile
and gall bladder wall after 1 g i.v.

Case, Age, Sex 1. EH. 47yr, F, 2. T.S. 77 yr, F, 3. RK. 52y1, M,
Body weight 63.5 kg 60 kg 58.5kg
Diagnosis Subacute cholecystitis Subacute cholecystitis Subacute cholecystitis
£ with cholelithiasis with cholelithiasis with cholelithiasis
Organism in bile E. 001’6 1 0.05
MIC 10%, 10° cells/ml No growth o ’ No growth
(ug/ml) S. faecalis
>100.0 >100.0
RBC (X 10%) 355 345 385 407 501 486
Hb (g/dl) 10.1 11.1 13.7 13.9 15.1 14.8
L Ht (%) 35.0 36.5 39.5 41.0 48.0 46.0
aboratory
findings WBC 9.800 5,000 8,700 5,800 8,500 4.100
before and S-GOT 112 40 121 101 38 24
after
chemotherapy S-GPT 88 30 188 146 35 28
Al-Phos 8.9 9.6 9.6 7.7 7.5 8.1
Total-B 0.8 0.5 13 1.3 0.6 0.5
BUN 253 15.3 14.1 15.0 15.3 125
Before CTRX CEZ2g ivd. N CET4g ivd.
chemotherapy for 7 days, recurred one for 4 days, poor
CTRX daily dose, lg 1x1 lg 0.5x2) lg (1x1
Method, Duration iv.d. 7 days i.v.d. 8 days iv. 7 days
Clinical effect Good Good Good
. . 1. (H) - (=)
t
Bacteriological effect Unknown 2 (C) - (+) Unknown
Adverse effect None None None

CTRX concentration in bile and gall bladder wall after 1 g i.v. of CTRX

Site Time
23’ 350.0
25 350.0
27 375.0
Common duct 2° 21’ 3438
bile (A-bile) 2° 25° 484 .4
(ug/ml) 3° 13’ 250.0
3° 15° 225.0
3° 18’ 187.5
3° 20° 175.0
9’ 0.224
25 3.52
Gall bladder 39’ 8.99
bile (B-bile) 2° 25° 125.0
(ug/ml) 2° 39’ 156.3
3° 15’ 225.0
3° 27" 162.5
Gall bladder 39 46.88
wall 2° 39 43.76
(ng/g) 327 43.76
Inflammatory degree
of gall bladder wall ) ) *)
Cystic duct +) ) (-)

obstruction
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Table 2-2 Clinical effect of CTRX to patients with biliary tract infection and concentration in bile
and gall bladder wall after 1 g i.v.

Case, Age, Sex

4. YX. 30yr, F,
65 kg

5. MY. 60 yr, F,
67.5

6. M.I. 40yr, F,
76 k

Body weight kg g
. : Acute cholecystitis Subacute cholecystitis Subacute cholecystitis
Diagonosis with cholelithiasis

with cholelithiasis

with cholelithiasis

Organism in bile

MIC 108, 10¢ cells/ml C frez(t)n;ié’i 0.2 No growth No growth
(ug/ml) : )
RBC (x 10%) 480 422 485 480 455 410
Hb (g/dl) 14.1 13.2 14.1 139 14.0 13.6
Ht (%) 46.0 425 395 38.5 395 37.5
gi‘(’i‘i’rﬁ;“y WBC 10,800 5,200 10,500 5,100 7,800 5,100
before and S-GOT 45 29 38 25 35 22
after
chemotherapy S-GPT 55 38 45 20 30 24
Al-Phos 8.7 4.0 6.5 5.3 5.7 6.4
Total-B 0.8 0.6 0.7 0.6 0.6 0.6
BUN 25.5 21.5 19.6 15.3 10.1 14.3
Before CTRX None CEZ 2g ivd.for CEZ 4 g ivd.for
chemotherapy 11 days, recurred 15 days, poor
05¢g 0.5x1)
CTRX daily dose, lg 1x1) ivd. S days lg (0.5 X 2)
Method, Duration iv.d. 9 days lg (1x1) ivd.,iv. 8 days
i.v.d. 6 days
Clinical effect Excellent Good Good
Bacteriological effect #+) = (-) Unknown Unknown
Adverse effect None None None
CTRX concentration in serum, bile and gall bladder wall after 1 g i.v.
Site Time
Serum 30 45 46.88
3° 47 28.13
(1g/ml) 2° 50.0
319 168.75
3: 20°
Common duct 30 23, 162.5 168.75
bile (A-bile) 3, 30 : 168.75
(ug/ml) 3, 3l :
3 40’ 375.0
3° 41 375.0
3° 45 375.0
Gall bladder 3: 23: ig;g
bile (B-bile) 3, 30 : 750
(ug/ml) 3, 45 175.
3° 5T 500.0
Wall of 3° 30 106.26
gall bladder 3° 45 90.64
(ug/g) 3 5T 90.64
Inflammatory degree
of gall bladder wall el ) ()
Cystic duct _ _ _
obstruction =) ©) -)

In case 6, CTRX concentration in appendix wall was 0.65 ug/g at 4 hrs 10 minutes after intravenous bolus injection of 1 g

of CTRX
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Table 3 Clinical effect of CTRX after intravenous administration to patients with acute peritonitis
Age, CTRX Isolated organism
Sex, daily dose, Bacteriological .
C;;e Name | Body Diagnosis, remarks Injection effect and MIC of Cel;-?elg?l A&z:;:e
’ weight method, CTRX, 10°, 10¢
(kg) Duration cells/ml (ug/ml)
19, F, Acute appendicitis with lg ((Ix1) E. coli (++) = (-)
7NN localized peritonitis iv. 3days 0.1 005 |FExcellent | None
C P. putida
B IMT T | e pertonits | i Sduys )2 () | Good | None
pet Ve y 100.0  50.0
E coli (+) - (-)
35,F Phlegmonous appendicitis 1 & ax1 01 0.05 Excellent None
2| TS 55 with localized peritonitis LV 1 day B. fragilis
P ivd. 4 days ) = (=)
25.0 12.5
E.coli (++) > (=)
‘s 0.1 0.05
10 | Y.H. 14, M, Pl-'tlegmonf)us appe.:ndl'm.tls .lg a x1 K. pneumoniae Good None
50 with localized peritonitis iv. 5 days
() = (=)
0.05 0.05
E. coli (H+) - (-)
s lg @Ax1) 0.1 0.05
11 | M.N. ég’ F, gir;]gzg:;;ezpp:ﬁ?;:;:; iv. 1 day B. fragilis Excellent None
P ivd. S days +) ~ (=)
125 6.25
E. coli (+) - (-)
19 M Gangrenous empyemic lg (AX1) 0.1 0.05
12 | AT. 57’ ’ | appendicitis with iv. 1 day B. fragilis Good None
localized peritonitis ivd. 5 days (+H) = (=)
12.5 3.13
E. coli (++) > (-)
31 M Gangrenous empyemic lg (AXx1) 0.1 0.0S
13 | MY 60’ | perforative appendicitis iv. 1day B. fragilis Excellent None
with localized peritonitis ivd. § days +) = (-)
12.5 3.13
1g (Ax1)
. iv. 1 day
1 .
14 | R.W. 41, M, Pejrforz.itlve duoc?ena! v cer iv.d. 1day No growth Excellent None
50 with diffuse peritonitis
2g (1x2)
iv.d. 9 days
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Table 4-1 CTRX concentration in various body fluids and tissues from patients with acute peritonitis due to
appendicitis after 1 g intravenous bolus injection and clinical effect to post-operative patients with
acute peritonitis
Case, Age, Sex 7. NNN. 19yr, F, | 8. MT. 17yr, F, | 9. T.S. 35yr, F, 10. Y.H. 14 yr, M,
Body weight S0 kg 60 kg S5 kg 50 kg
Acute Acute Phlegmonous Phlegmonous
Diagnosis appendicitis with appendicitis with appendicitis with appendicitis with
& localized localized localized localized
peritonitis peritonitis peritonitis peritonitis
E. coli E. coli
e OB s/ E. coli P. putida 0.1 005 | 01 0.05
Jml) 0.1 0.05 100.0 50.0 B. fragilis K. pneumoniae
(ug/m 350 125 0.05 0.05
CTRX concentration in serum and appendix wall after in intravenous bolus injection
Site Time
30° 40.63
Serum 2° 62.5
(ug/ml) 2° 30 ‘ 78.13
3° 44 | 32.82
15’ 09
Wall of. ° 50 26.58
appendix 2?28 0.53
(ug/g) P 33 27.74
Ascites 2 30 7
(ug/ml) _ Al 19
RBC (x 10%) 411 405 385 402 385 370 489 475
Hb (g/dl) 134 13.3 12.6 13.1 12.8 12.6 13.6 13.4
Laboratory Ht (%) 40.0 38.5 40.0 38.5 395 37.0 395 37.0
findings WBC 18,300 | 4,300 11,500 6,000 | 17,300 5,000 | 11,100 4,300
before and
after S-GOT 18 15 25| 20 25 20 25 20
chemotherapy | S-GPT 1 15 10 20 15 20 18 20 18
Al-Phos 7.4 6.4 3.9 4.5 8.2 7.3 8.1 7.3
BUN \’ 15.1 12.7 10.5 13.6 12.1 15.1 15.3 17.5
CTRX daily dose, lg ax1) |1g (1x1) .lvg (11d§ D o l1g ax1)
Method, Duration iv. 3 days iv. 5 days ivd 3 dag',s iv. 5 days
Clinical effect Excellent Good Excellent Good
i i o (- +) - (— 1. (#) = (=) L (H+) — (=)
Bacteriological effect (H) = (=) ) = () 2 () = () 2. (HH) = (=)
Adverse effect None None None None
THHiC A+ AR ORI S D RRFHOHW L2 L B d B, 4, Al LT
DIF2HIT, E. coli & C. freundii ¢ 1% 1%472, i CTRX (3P EREIZ M4 A BB A LE LD EE
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A
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Table 4-2 CTRX concentration in various body fluids and tissues from patients with acute peritonitis after
intravenous bolus injection of 1 g of CTRX and clinical effect to post-operative patients with

acute peritonitis

Case, Age, Sex 11. MN. 14 yr, F, [12. AT. 19yr, M, |13. M.Y. 31yr, M, |14. RW. 41 yr, M,
Body weight 60 kg 57 kg 60 kg 50 kg
Gangrenous
Gangrenous Sning[:;?cu s empyemic Perforative
Diagnosis appendicitis with a %ﬁldicitis with perforative duodenal ulcer
localized o ed appendicitis with | with diffuse
peritonitis e localized peritonitis
peritonitis peritonitis
Organism in pus E. coli E. coli E. coli
0.1 0.05 0.1 0.05 0.1 0.05
MIC 10%, 10° cells/ml B. fragilis B. fragilis B. fragilis No growth
(rg/ml) gl
k8 12.5 6.25 12.5 3.13 125 3.13
CTRX concentration in serum, ascites, appendix wall and others after 1 g i.v.
Site Time
Serum 20° 87.5
(ug/ml) 5° 48.44
Wall of . X 34.4
appendix %o 28 37.52 2.96
(ugle) P47 34.4
Pus in °
: 1 30° 28.13
(PP a7 0.14
% ° %g 11.72
. . ° ' 26.57
gjgltes with %o %% 26.57
o , 31.25
(ug/mD) s 3438
4° 43 13.29
. 2° 5 (Gastric wall)  37.52
?1233‘“5“3 2 5 (Duodenal wall) 53.14
Hg/g 2° S’ (Omentum) 40.64
RBC (x 10%) 425 430 480 475 475 468 525 480
Hb (g/dl) 13.6 13.5 14.3 14.1 14.1 13.7 15.1 13.6
Laboratory Ht (%) 40.0 375 40.0 395 42.0 38.0 48.0 38.5
findings =~ WBC 13,400 | 5,000 |15800 | 5600 |18500 | 4,500 |22,500 | 5,000
after S-GOT 25 20 25 20 25 20 S5 35
chemotherapy | S.GPT 20 15 20 15 20 15 60 25
Al-Phos 7.3 6.5 7.6 6.8 8.1 7.4 7.3 7.1
BUN 10.5 13.7 9.8 13.1 15.3 17.5 20.5 10.8
| 1 (1x1) 1 1x1) 1 (1x1) L (lldx D
: g X g X g X iv. ay
ﬁZtii(dd%Igr:tOiZ: iv. 1 day iv. 1 day iv. 1 day ivd. 1 day
’ iv.d. S days iv.d. 5 days iv.d. 5 days 2g (1x2)
iv.d. 9 days
Clinical effect Excellent Good Excellent Excellent
N 1. ¢+) = (-) L. (+) = (=) 1 (H) = (=)
Bacteriological effect 2.+ - (0) 2 () > (=) 2. ) - () Unknown
Adverse effect Non-e None None None

8.99ug/ml » |5 L, Bggbih o DR e X nre.
flb > B AREASBH (750 T13125.0~500. 0g/ml = @i 1 »
SROSEF TIE AWM NIBE L ) L& L

e,

72, NHAEBEA(343.76~106.26ug/g & EiRIEDHEIT % &8
»7: (Fig. 2),
—ERND B B B HEBI - D TR B,
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Table 5 Clinical effect of CTRX after intravenous administration to patients
with skin and soft tissue infectious diseases
Age, CTRX Isolated organism
Sex, daily dose, Bacteriological L
(Il\?se Name | Body Diagnosis, remarks Injection effect and MIC of Celé?éi‘?l Ae%:éfe
0. weight method, CTRX, 10%, 10°
(kg) Duration cells/ml (ug/ml)
Left lower leg necrosis with E.coli  (++) — ()
bilateral lower extremitas 0.1 0.05
arteriosclerotic arterial E. cloacae (=) — (+)
63, M, obstruction (ASO), before lg (I x1) 100.0 100.0 .
15 | S.M. 48 CTRX chemotherapy were iv.  9days S. faecalis (=) — (+) Fair None
CET 4 g, DKB 200 mg for 100.0 100.0
10 days, CBPC 10 g and P. anaerobius
AMK 400 mg for 20 days, (=) =)
clincal effect were both poor 0.39 0.2
Bilateral lower leg necrosis
due to acute obstructive
abdominal aortitis with E cloacae
16 | T.U. S3, M, acgte hepatltl_s,lower 1 g (1x1) (+) = (+) | Fair None
70 l spinal paralysis, before iv. 15 days 100.0  100.0
| CTRX chemotherapy were ' '
‘ CET 4 g, CBPC 10 g, CMZ ‘
| 4¢,CPZ4¢g,SBT/CPZ4¢g |
I Left upper leg infected burn [
42, M, | before CTRX chemotherapy lg @Ax1 E. coli ) = (-)
17 BT o was CET 4 g for 7 days, ivd. 6days i 0.1 0.05 | Go°d None
clinical effect was poor !
] S. aureus
18 | R.U. 38, F, Multiple carbuncle on back 1 g axn (++) - (=) | Good None
63 i.v. 4 days
6.25 3.13
70, F, | Abscess of right upper leg, lg (x1) |E coli (++)—(-)
19 | HS. 56 incision, drainage iv. 4 days 0.1 0.05 Excellent None
20 | AM. 25, F, Lower abdominal abscess 9'5 g (05x1) No growth Good None
53 iv. 4 days
fEF 1 OO, 47k, oth, KE63. 5kg 395 DR CEPIB I 1146 . 88ug/g TH - 72, EREHIT K
2~ 3IEHTL ) 4 j QERRIEA 2 ~ 3 A HIZ 1R WThH-7e,
DAz L, HEFISTHE 2 H 1 H, A7 B EEEIZ T mhERs FEM 2 W OWO, 776, oM, IKE60kg
BL U ) AR, i A MENE g MM A~ L T CEZ 5L ) A LIEAMG A 2 ~3 o Bz DA 2
2 g DETRHTGHIS L ) R A LR L, Lo 3 AL D IMATo (e e A a3 40Tz, IHIST
8HENDCTRX 1 g 1 H1RDS@EHEY{T-7: 4 H5 U, WRIZTNEHZ dbe e, A7 FIZEbE, 1)
B THER IRt L, A b X g X 40720 ABEEF DI PERL SR X 70 ) ARE, CTRX 0.5g 1 H 2 [nl i biiis -
Bkl GOT112, GPT88Th - 724, 2 A 8 HiZix GO LOGEREL, 3 HIZTREM, Af7dh 2 HsE 2070, TEEEfE
T89, GPT47, 2 H22H Iz GOT4() GPT30 - drE=2 N1 i$4 3 5H, GOTI121, GPT188, 4 H12H, GOT 101,

73» 2 H16H Fii =17 - 727,
A NPAIE L il

AU,,EJ

1N B ) Je g FRHE 13 vh %
7, CTRX 1 g %2375
P 12350.0pg/ml, 2757 %13375.0ug/ml & b5
RO, ikt 9 5 OB NIBEZ0.224ug/ml T
H o120, 25503.52ug/ml, 39778.99ug/ml X 4L 7

GPT 146, 4 H19H, GOT 88, GPTII5 Xl F L Ty 725

CCEME A 27,

IMEERIC &

10cells/ml T0.1,

4H8HN el > T2 L A

O E. coli % £§7: 5%, CTRX D MICI310%,

0.05ug/ml Th -7,

4 H15H Fiy

hfTL 7245 CTRX 1 g Akt % 2 BsEI2157 ) A BRitHIN
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Table 6 Clinical effect of CTRX to patients with infection of skin and soft tissues after intravenous administration and
concentration in tissues after intravenous bolus injection of 1 g of CTRX

Case, Age, Sex 15. SM. 63yr, M,
Body weight 48 kg

17. H.T. 42yr, M
58 kg

’

16. T.U. 53y, M,
70 kg

Left lower leg
necrosis due to
bilateral lower
extremitas arterio-
screlotic arterial
obstruction (ASO)

Diagnosis

Bilateral lower leg
necrosis due to

acute obstructive
abdominal aortitis
with acute hepatitis
lower spinal paralysis

Left upper leg
infected burn

E. coli
1 0.1 0.05
. . E. cloacae

Organism in pus
MIC 108, 10° cells/ml S ﬁlzgc(-)ggs 1000
(ug/ml) 100.0 100.0

P. anaerobius

0.2

E. coli
100.0 0.1

E. cloacae

100.0 0.05

CET 4 g, DKB 200 mg
for 10 days,

CBPC 10 g, AMK 400
mg for 20 days,

effect was poor

Before CTRX treatment

CET 4 g,CBPC 10 g,
CMZ 4g, CPZ4g,
SBT/CPZ 4 g from
Nov. 28th ’81 to
Feb. 7th 82, fair

CET 4 g for 7 days

RBC (X 10%) 495 475 371 390 375 389
Hb (g/dl) 16.3 15.6 11.4 12.2 13.6 13.5
Laboratory Ht (%) 45.0 37.0 36.0 39.5 40.0 37.0
findings WBC 10,500 5,600 10,700 7,000 7,800 4,500
before and
after S-GOT 95 55 45 40 25 18
chemotherapy S-GPT 153 86 85 35 20 15
Al-Phos 12.6 10.7 7.9 7.6 7.6 6.3
BUN 10.3 15.1 19.0 18.1 10.1 15.3
CTRX daily dose, lg (I1x1) lg (1x1 lg (1x1)
Method, Duration iv. 9 days iv. 15 days ivd. 6 days
Clinical effect Fair Fair Good
Bacteriological effect 54(":)) - ?;)) (+H) - () ) -~ )
Adverse effect None None None

CTRX concentration in various tissues from patient after 1 g i.v. of CTRX

o
—
w

0.58 (Necrotic skin)
34.4 (Normal skin)

o
—
wn

: ° 15 16.42 (Arterial wall)
'(I’lsiugs ! 16.42 (Venous wall)
1ElE ° 15 18.76 (Muscle)

o
—
w

-ﬁ-h-h-&o-h-h-h
—
wn

o
—
1%

12.52 (Bone marrow)

28.16 (Ischiadic nerve)

WSHE3343 8ug/ml A1z ZOFAAI 4 9714484 dug/
ml & bH L7, fE%2 ﬁ?ﬂﬂZS‘/)‘tl'f/MﬂJt: SQURG VAN
H” 13125, 0ug/ml T - 72705, HERHEFO14
o 1%1213156. ng/ml Y bR AENT, ﬂ“'ﬁi’”l’\]ﬂ}%lﬂi
43 76pg/g Th - 12, WAERE O dfie PEBA IS b 5
THAEE 3B L Tz %13 CTM 2¢g ] H 2 r]t‘ ’C
GREL 724y, BFBEREIZHY 2 » F IR X 7 - THRBE
L7z, Fiisn BT oki& iz &) 2o S faecalis %
724, 20 MIC 13100.0ug/ml LL T CTRX D itk

BoiL, ek L borEzb0b, Ll
FHOREMIZ LT TH > 72,

EB 4 LONO, 30k, M, KHE65kg

AL D HEReA S ), STHELLAI6H, @#Fdaskniz T
a2z 2 n, arrigER E L TAREL 72, CTRX 1
g 1 H 1 Lal@ifiis £ dHe L, 2 Bz THREE L,
FNEHSEL 72, 11H20H, +fsh i aietr, WGE
2L Yo C freundii %1%7:, o MIC 1310% 10°
cells/ml T0.394 & 1X0.2ug/ml Th - 71:. 11H26H F
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Table 7 Summary of clinical effects after CTRX administration
Diagnosis No. of Clinical effect Efficacy rate
cases Excellent Good Fair Poor (%)
Biliary tract 6 1 5 0 0 100.0
infection .
le'fuse‘a.nd localized 8 5 3 0 0 100.0
peritonitis
Skm a.nd soft tissue 6 1 3 ) 0 66.7
infection
Total 20 7 11 2 0 90.0
Table 8 Corralation of clinical effects and CTRX daily dose
Clinical effect
Daily dose No. of
cases Excellent Good Fair Poor
05g (0.5x1) 1 0 1 0 0
0.5g(0.5x1)—=1gdx1) 1 0 1 0 0
1g (0.5 x2) 2 0 2 0 0
lg (1x1) 15 6 7 2 0
lgdx1)—-2g(1x2) 1 1 0 0 0
Total 20 7 11 2 0
Table 9 Correlation of clinical effects and isolated organisms
Clinical effect
Isolated organisms No. of .
cases Excellent Good Fair Poor
S. aureus 1 0 1 0 0
E. coli 3 2 1 0 0
E. cloacae 1 0 0 1 0
P. putida 1 0 1 0 0
C. freundii 1 1 0 0 0
E. coli + B. fragilis 4 3 1 0 0
E. coli + K. pneumoniae 1 0 1 0 0
E.coli — S. faecalis 1 0 1 0 0
E. cloacae
E. coli — { S. faecalis 1 0 0 1 0
P. anaerobius
No growth 6 1 S 0 0
Total 20 7 11 2 0
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Fig.2 CTRX concentration in serum,
common duct bile, gall bladder bile
and gall bladder wall after Ig i.v.

1.000. O}

700. 0 6

S00. 0 b a
—_ o-0
= 300.0F ‘ﬂl S 3 66
S 200.0f 2 38835
g 2o el
% 100.0f °© og
= 4 56
- 70.0F
2 s00F o 02 o g Y6
z ! 3 s
£ oo0f 24
5 20.0F oCommon duct bill
s 7 &Gall bladder bile
~ o Gall bladder wall

10.0r | vSerum

7.0F 1 —6: Case No.
s.or gy
0 60 120 180 240

Time after intravenous bolus injection(min)

e A7 - 7208, MHAESED LI b S0 T, s ol 15
Aadn 2  CTRX 1 g it 1% 3 WEII19%5 ) A BH Py i
{3168.75ug/ml Z3L, 1157 1%1213162.5ug/ml * §it 1
DT % 272, Erd 4 3 BERI23%5 o> g2l BRH i 14 i e
13175.0ug/ml, 7 ’ﬂ‘fﬁmﬂﬂﬁ?ﬁﬁ'ﬂu%l” 13162 .5ug/ml% 32
A7z MHAEBENE L3106, 76yg/g73rn1ﬁ§l Th-7:, 30

[614757 % 7 1fiL v (f}‘i 1328 13ug/ml oL 72 T-fliig o
B (PO B8 2 BE 1 T 2 bR = m_ b DEEZHLL

v

2. 2MRRRER

Sk g2 L fJH*é DVERR R PRI S 7 B, bR
Wiy 24 LI2 & 2 BVEOVREMERENR 28 1 90, ST 8 Bz %) L
T CTRX Dt & ik A7z, B F4iri%i CTRX iéH %
fr-17:.

CTRX 4 b-13 2o b4l 52
5T 3~ 6 UG L 7240, 1‘/‘Jlir’ﬁ§H€mF» T, fhbo

4002 T B 1 HOZERE, 070613 Sshiic

SR L 72 - AR WS LB, Tl A b & e
Hix 1 H 1|l 1 gififs Lo "(lr"JﬂﬁH' 3HHLY 1
A1 g 1020wz L) 9 HERS L, %51
Blii HIUFHE]'(})/)KO/L ﬁ]mﬁl%&*ﬂf Ll \‘M_-
MHAER D THIT, 2603 E coli 5 L 18 P. putida mw&
WG Th - 725 o 5 6% 2 O Fd T 1 it E.
coli = K. pneumoniae, i 4 113 E. coli ¥ B. fragilis
FORERGTH -7, CTRX 12842 MIC 14 E. coli
13482 L 10°% 10%ells/ml T0.1, 0.05ug/ml, P. putida
13100.04 £ U50.0ug/ml, K. preumoniae (310% 10°
cells/ml = £ 0.05ug/ml, B. fragilis 1310°T12.5~25.0

TENETIH IR gn

Fig. 3 CTRX concentration in serum, purulent
ascites, appendix wall, pus in appendix
and other tissues after lg i.v.

100. Or- v
Lo 9 14() al w
v 14(Duodenal wall) o13
50.0F ®14(Omentum) s N
o ! 120 WB4(Gastric \séall) e (Normal skin)
= 30.0fF 19 710
0 1 A g 14 o ol3
oy 12 9 1414 Ii(lschmdlc nerve)
c 20.0F -
° 08  (Arterial, gn !5( MU?C[C)
£ ° venous wall) g4  ©13
\:z:l{ 10. 0+ 12 (Bone marrow)
- 7.0F
<
2 50 o Purulent ascites
b o Appendix wall
c 3or 140 a Pus in appendix
2 20r = Other tissues
é v Serum
1.of, 7~15: Case No.
0.7 7 -
0.5F ;’ ( Necrotic skin)
1 1 1 1 [} 1
0 60 120 180 240 300

Time after intravenous bolus injection (min)

ug/ml, 10°T133.13~12.5ug/ml Th - 7, #E709%)
Beld i J e slan 7z,

GHRDAL, FNS B, BRI HIT, a7, B
Bz 7= 720 B BT, WIfEM S £ CTRX 12 &
5 MO DR B BT L5 LIk -

ST, SR, BN CTRX i :mEIIJAE%
B 7z, MfCTRX 1 g% SE L, bR L 72 AUk
SNVWPEL 72 dinvh I AR %2000 £ ) 5 RERIZEL Y
6Bz o>nWT gL 7 7132.82~87 .5ug/ml O i % 1%
7z AR M AT LRI B <, 5 I T 4 4844
pg/ml DML & 172 dumERE N s Je eIk E S I
L, BRGNS %150 5 & U 2 U’%Ha' 2847 T0.946 L U
0.53ug/g DEMEA 157, 5% SAETIE 1 B 50
7r b LU 3 RERI334 T26.58, 2/ . /4,ug,/g g7z, EAER)

TIE2047 7 05 4 B [1477) "C. 34.4, 37.524 & b”34.4,ug
DR T I - 72, WKL 1S 1 RER2057 £ 1) 4 43
ETTINT2~17.19ug/ml Th - 72, + 45 its g
LB KIS, BT 1% 2 b TH) 166}‘; 5849 % THIEL 72
7Y, 26. 57\%4 38ug/ml LRz B2 alen s, KTk
2] 5 or o WkE, |- 4R ﬂ%u KHE P i R 1337 .52,
53.14% JZ UN40.64ug/g, 2 WERT4055 O Ko 7 v e s
MR EIL2.96ug/g %5 L 72 (Fig. 3),

—ERDFEBZ DOV THEE T B,

ER 8 I mOHO, 175, . K&E60kg

STH-3 J116H ABg, T-fhi% MifT, iR+ 2 B A» %%
Lk, WREMEEELZ AL TEY, hEYIWN,
FurF—2 %170 72, CTRX 1 g &#id 1% 2 BERI305 D
IR 1378, 13ug/ml, BRMERSE K P9 1217194 g/ml,
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9 BEfI2857 ) L HEBE N 130.53ug/g Th - 720 K
NEFEIZ LY P, putida #1%725%, £ MIC (210% 10°
cells/ml 12 T100.0, 50.0ug/ml Th -7z,

M CTRX 1 g 1 B 1 IIOERES HENZ LD IR TE
Bl RO EHEA T 720, 2 HTE 4 H TR K
L, FLr—>%fhL, ARhEHEL 72,

=8 9 FONKO, 35k, &tk IKHE55kg

WIpC L ) A H D 5TH 4 H198 AR, Fli 4 fifr.
WEDE(LIT P HEE Th - 720, CTRX 1 g ffii{% 10
R150%7 0 B NE N 51526 58ug/g, 2 BE[]on i i &
1362 5ug/ml #1372 ks if & L T E. coli & B. fragilis
1875, & MIC (210°% 10°cells/ml (2 T25.0% &
(K12 5pg/ml 2 1572, BERPEBB 225 L T, Tl
A EHE S0 1 g TR, B0 LY 1 gk
P10 14 HERATL 720 2 B Toetkidag g, #
EHEL 72,

fEF 12 ¢ J’W\w 195%, 1, KE57kg

BijH &0 BE A, dsnt: 75)“% N, 5744 190 ARE, Ty
AT 1z, WD JE] Jugi[)( i ot s e L
PR PEHBRSE 5 % £ (i L X% RN K A G, o
FYRRE F L — AT Lﬂo H’Tﬁlj\ﬂm L0 E. coli
& B. fragilis 357 BE S 1L 72 A5, o MIC 1210°%  10°
cells/ml {2 T12.5, 3.13ug/ml THh ~7:. CTRX 1 g
% 1 HEII2020 DML RE K N I3 11, T2ug/ml, 1 I [
3057 %00 th AN (N 8 1237 .52ug /g, HLAEIN R (F Y
1228 13ug/ml ThH -7, Wit CTRX 1 g 1 H 1 [k
2477295 4 HTREKERP, S5 HTRL —> 28k
L, fzhe gL 7z,

fEF 13 0 HOEO, 3Lk, B, KAE60kg

2HETL VIR H ), BB R S L Tast -zl
Ttz g3, 5793 HZ4H Abg, Fifrxkir-7z,
BAEIIER X ), SEoRLE L, RIERERC
FILL TIRBPEEIE R A AL Tz, lEEH E L TE
coli & B. fragilis %1372 7%, % MIC 1210% 10°cells/
mlizT12.5, 3.13ug/ml TH 72, CTRX 1 g &%
4 W RA35r D B VENSE A PN 113213, 29u g/ ml, 4 WER47 97
%o i FEBE (334 dug/g, MEEPIBETTINEEIE(0. 14
ug/ml, 5 KRR MR (348, 4dpg/ml & {372, Ui
UJI'*’}’-& FL+—2#KfrL, CTRX 1g 1 H 1 RIN#&S

DRBVEEB R DGR F AT > 72, 2 H THERR IS & W
/L. B LB e D ER EHES N,
ﬁﬁl 14 HIORO, 415% B, KESkg

LI & Y w4 BRI A ) ﬁ‘dﬁ e LTtz

JTuwze, 5745 H26H, 1k IZEREUEY H D, i
lﬂb"“’ti‘?ﬂit FHW T ARE, BRTi A

R ECRIIZ LA H D IRFETEIRIE % % &0 L T 7y

AT L 720

Eoro— P, A2 L) HUERA I,k
L AT L7 nf—frT»JHIJLIRx 1 g4 #jd L
CTRX O HLE N i c«”’lii:' L 727, ffd 1% 2 BEf 5 90 )
MEE TR e, RSN 23752, 53,144 kX
40.6dug/g %1372, GFiET% 2 01650, 2358, 3197, 58
T OMEMENE AN 1326.57, 26.57, 31.2545 £1+34.38
ug/ml OFAE A 1572 F 7oafi % 2 W40 BRZ VPR L
PN B 22 96ug/g T o 70 WP Ko sE e
PEVE TR REIZAMTSH - 72,

firtg, W geni&i#itz CTRX 1 g 1 H 1, ForiH
[, g smEsEi s L il 3uEy 1

2 Wl i@k A 9 HHRGTT L 72, %*‘ TH I HT
20g Th B, friE 2 i THERIZ S ML, 3 HIZT
ini-‘H({i et L s HEL 72

. BE, ﬁ"“ﬂ%ﬁ&ﬁi;{ér

T H)UHHT[' T4 B TR 2 B 2 Z L 6 1)
DN, #ED %‘lhﬁ’"’“‘»’thl LT LTR\(‘ L ABiEH AR
Aatz, 3NEIRRIZ S0 BEE, 3 1z

{1
i LA

Hedeny#iam TH 5, CTRX D% ’J I35 A 1Nz 35
T, 0.5g 1 01 RosT x4 0T, AR 161
g 1 11 WmosiEsiiss 6 ORtiT L 727, o 4 Bl
1H 1M, 1 gofpEzT4~150HMDEE 2 1r-7
EREDHHL 72 LD 5T S, awreus 110, E. clo-
acac 1), E. coli 3H1Tad -7z, M0 h 414 3 iz
W, 1BNEEY L 72hs Eocoli D1l L7293
MWz LM Al 2z v TalfER 5 £
OAANZ & 5 &b a!i...H»;FE el B 2l D
7z,

RS2 1 B 250, 3 lA a%h, TR rkEE D
27N T - 72, PR RO 1 1) T ilrhs
UL D &by CTRX sk fe T2 3 L 72,

LUT G IEDRERIZ DV THEEET 5,

EF 15 D OO, 635, BIE, KE48kg

B FISSH L ) 18P RE LR, MieUEIZ Tiane 42 T
w7z, STHE3IH L H, ETHEROFT 7 —th 8L, 9%
AR < 3 H 4 B ABE, A FIRIZEEEDS ﬂm PN NS PN
L T FBRAM O KA X A 0, Sl o HEdt
% #4712, CET 4 g, DKB200mg O diasfii 5 £ O »
T0HRIstiTr, CBPCl0g, AMK400mg 5, ik
SR 200 MIRGAT L 72y, HERR LI ) T -
72, 4 HSHLD UM, CTRX 1 g 1 H 1R, §fidic
EA fl,f 7, HEBRIZOXmD L, ke s L TRB X1
72 E. coli L4 120 TR HsE L 72, L L
MR &V T DD E. cloacae, S. faecalls 15 & MRS
PR D P, anaerobius 12 WU E ol 7z, ZHLH D MIC
1372 #4108 10%ells/ml & £100.0pg/ml, B #
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120.39, 0.2ug/ml Th -7z, 4 H15H, A KBEIZ TYIH
MrxhEdT L 72, il CTRX 1g 288 L, 4 BERI1571%
D GREAFEN CTRX IE 4 Ml5E L 72, EIEERR 15058,
34,4, BHNREE16.42, SRIRSF16.42, FH18.76
Ay iEE28. 16, ABRW T RE12.52ug/g O BIEE & 1372,

NSRS, M E L OIEE I3 R &
N, MOERIE IR KBRS & D SRECL 72, ShAREE
FEhIRBEALIC & ) IIE L, MK Mz AT L A %
72, CTRX DFGRNFEAXCRATNZ 2 2 %), e
DR L 72 o0ls, BSEE o FiM AL <, HomfrhEd &
AT B72012, BREGFEIBAOEBBITH AR TH - 72
HEEZ LMD,

ERF) 16 1 KOO, 53k, B, 1KE70kg

BEFNS6F 11422 1, el i & iginh, 225K 4
BEUTERE, THROMEEFT /—Eh8n, #a
NbCi AR5 L, FHE, F7 /-3, 11
28 Hflm ABT L 72, BFESRED SRS EA H D), AbghE
GOT1,476, GPT3,152, #t )Lt > 1.6mg/dl # il
72, IMEE R TSR KEDIRIZ S TR CRsPHZEL, T
BEIEFNAFGE T - 72, 79 X F— 1 HD MFEHEA D
FHTTHEOFT 7 — 138 L7255, W FRDES
RhIZTE IOtz bR Y, i T RRSMAIC B R 7 595 %
Bl 7z, BFERBEIZKBIZEL, THROMBE L ERHRL
TE2H, Wi FRDEIE L) Ko ikt L 72, 12
SEANEGAE D G HE X L TI1H28H o ABghy L 1) CET 4
g, CBPCl0g o & i % i, CMZ 4 g & 205 5% iF &
GM 120mg & i i D it B, CPZd4g? siifit, X 5
12 iA it 4h #) sulbactam & cefoperazone 9 4 &l (SBT/
CPZ) dgonsilipiE #5742 A7 HF TH&RS L 72,
SBT/CPZ %K\ T MK L —BE A% 5§ 2
B3 L, SBT/CPZIZHFTH - 72797, SibiEEC L 55
FEHDEENI2ODER R 2 b7-6, 5742 A58 &
D CTRX 1g 1 H1MODOEEICLEEL 72, BIERL ) DR
it& N E. cloacae %478t 7255, % MIC 12100.0ug/
ml LU E#75L 72, CTRX 1215 H & 5- L 729¢, #45-Hi0
REIITEL, BERIZEL L ALl znT, %
AR EHEL 72, CTRX #5741k DOXY o Mk &
IZEHE L 72t I RIS L 72,

SEBI713 24105 B 45 © CTRX A #h#, E6118~20
D 3BNL, HRICETBEERTHD, CTRX0.5~1g,
1 8 1M0§HEx 4 HEBITL, FExh1, BAxh2 oz
57z,

4. EFADE LW

Table 7i, BN BT B4EFID F & o THHE LG
HE, BYEBIIE &I AN F100% D RKE & 15, KR, WA
HEISAE I3 ATNF66.T% T » 72, XA N2 &P

FEIZ & B T RREETEAIEBI T, BRI~ D KRS 1T
BRDIDEFEZ b, &it20BIDHZHIZI0% N 1T
AR TH -7z,

Table 8 (35w DKM TH S, 18 1EHESEH17
I THY, CTRX ol R & ) 4T, CTRX
3 1gn 1 H1EHESICT, PHFIEF TORPRFEICEW
TUS, T L EFEDITN GBI L #RLTwd 2wz 3,

Table 9 I3 ERHNDEAETH B, 2B VTHE
RETRLU 22, 1613 ER, 1HIZREMEWERN
720 —EROE £ BrV T FilkE> CTRX HEMNBEL, 4
BEEZH MIC # S &BEZ KL TH), AH0K
HEASBST Sz vz 5,

. % =®

TERDOBIR N R A BT A28 T, B Ech
T B RED 5B E, TDOEANZ AT B A FEHMIE
W (MIC) OREAIT) & XLz, BECHS LT
IKNRDBEES 21T ) DHGEBITH 555, ZOBF0BE
125 5 IRIHEtt o EHEE, X CICHBYE T 2IREIZ BT
LEFFNEX B TENITHRD THERTHL - LItk
BRI 7o, (LRSI TEE O AKINIZ 3513 2 IRIL, #E
W EHREL, P REOHERS, Kb L ) DHEEHEEIC O
TREIN T2 ThHs, LarL, HEAHIE
SEDGEHE A HOYE LT s E, HIEE T pmyg, %
FEIR RN, TR ZOMENI L) EELEHRLAT
Lruwzd, LrL, INEFARNIZBEWTRETSZ
LIITEA EANTHE T, RGO —ER S T M EREE
DEFDERIZ & - TR A2 7% ¢, NS DR
DOEDVEDAHERTHD Lz L5,

SHETESOMREEIZL 5T, BHEDLEREHD
HBNBEDOREIITHO LT B 5%, $EEIREITES
Th 7, SRR TL, Bits LUKk —IRiz &
EFE o7z, BRI HUERIBAITORTL, WHE, SR
MHEEE 2R, & D i T-tube 12 & 2085 FL +—
C ORI IC L > TiIfTS T 52, Lal,
ZALH DRHERF OB RE (3, THAENIE % TFRM
REDTPRE L I3 BT - T, T L RREMC & 538
3H 528 L, RIEDTHLAEL T b AMROES T4 %
ZNFEFFALTDENZ D, Lzh->T, #IBEHNE
HAFATL 72 BUE RO THEEY, Flils IciRILL 2L T
BES$T2Z &gz LvEnR B,

CTRX i3, P. aeruginosa, P. cepacia, Serratia, B.
Sragilis % & DEHFED — OB O PE AT % B-lactamase
? 5 Hcefuroximase D —ERIC —ER S & LB %, K
BB 4> O B-lactamase I % E Th b, MRIEVHIEH A~
7b746%KL. E coli, K. pnemoniaelz b & &

o
S




vOoL. 32 S-7

CHEMOTHERAPY 477

P. mirabilis, S. marcescens, H. influenzae 7 > 25§\
HEHhc HL Tb, £720in vitro £V L in vivo 1235
TAMEDVEN T EHERTH S,

AR KROREEIE, ik, SUEsEHEIC L) Svame
BEATES L ZO L T ~ 8RR TH - T, PEA
NDcephemAHAER D - LM B EFF BN AR L E
B TH b, KNTIRIHA LB L2003, Bk
nF FHEPIZ SR TICH0% R S s, —fik
ath o Bg, B A tEalR, R afGABE, PUSIPE SR 7 5 o
—HEARAER L E DR LD, S e A H T B
ZEDRESHHILTEY, 19824 F L) 2 4 7 [H T3 —#%
ZBGEE N TV 5, AMEEN X DFEGHIZ79.6% TH
), 9 f®I3661.59TH 5°7",

CTRX DRI~ DFEATIS LS T, g 45 F i
7168.75~484 4ug/mliZ ¥ L 72, (,ephemw er’# ﬁ'lm
At e A2 B9 L 71980 4, A [# Eli Lilly +1 #ff 78 fr &
Wricnt'” & (3, RO a2 AHL, 5 o K
L, & CUZ600LL E AN REATH M TH B X L Ty
B HEHOLNGHE TIZEL 2 HUERIOB T sk R
ERGIT A L, o, EEAS AL PR
B L BIR 2 ), b P &A@,
B R O RV ERlD, MM BRI TH S, £
72 latamoxef?”, cefmenoxime® 97 X D&% L U, Wik
BB — 7B134 2 BER, AR TR T — 7l
2T D, — ), BHEMOK X LT, MERDEL &
DIHANDATIIALLTH Y, PAENREN TLAR TS

7, BERSRENC 0 Tid, FUAE R E AR 2 B 2 & L2
E— 72T AR L IE R T A1 H B, (E- T
CTRX DA DBt AR U], IFEEREO 0 k) & 2
T, E—=7%xL Tk b7, CTRX ORHIFATIZ S M
DREELY LR THL ) LHEES LS., o8t
BB L7 = H 13, REFMGREA T2 2 208
LTwbruwis,

AR~ DR T BIL T, SEf 1T TR I o1
kY, HoY HOBEEA R 201, eyt
ETh-r2h, RO BX Aol ZHUZIR4E8EA

WEED @& 2 & x ko, ETPAYEG) T, AgENR
INDRATHRERE A L THirb L d 2 2 2L Ty
o ZHZLIIMERDEFICEWTHERTHD L
25, ﬂil@a‘mf?ﬂmﬂﬂﬁgﬁﬁﬁ‘ﬂ 1-T13125.0~500.0xg/ml
EL, BREEEEELY %ueﬂ%f%%dﬁ“b@{.
7’)")f_0

A & P

%1343.76~106.26pg/g O & i1 T
7295, .'mizfuu.%fau: T0.64ug/g DiRIE A T 2 &
o KR rp s R s O e X 2 L, R
TEHEANDRATA A Th B & & L1z, BRI %

b -

BOTEGEL 72 9D 7
R bHT,

PROGEM S vz ko, ER) 6 (2
W HUHEBE NS A0 65ug/g T 10 =
CTRX I3 %ﬁ%ﬂ%&«m%ﬁh‘ﬁbf’”%é Loz 73 F7
FEBlz A s s 2k <, fH‘-H: 1SRN 7T B I/ e
MHTE28AHTHY, EADEORYG TH 7D 44
WV’"I@Z» Lwvz o,
OPEHE SRz 51T B RHEREN CTRX 21 &+ faf 3 4
«‘:. BEAEB)TI30.9~0.53ug/g L, WWEED TR
26.58~37.52ug/g ¥t Z ) Z X340
Bk ]n‘ﬁu/) Y6ug/g Tho122 X Hba+T, KA
'JM“- PRI LA TR KL T b vz b, F

MR VENS KNI 12 11.72~34 38ug/ml & i, » Uz
(H,' PR 500 T, Eii %A 3HERNIZ 5 T4 L
M AR 2 ki3, BB ROGRNZ S T, SE RN

TERBEIEL, RS SN ALV 5DT, HE
BThrruwz Loy, sz 2ED MIC #
KWz bl 5 T Y, BRI RA N T2 2 2 D ab¥
Thdbrvz L9,

Mo, b A g ) ) B, CTRX #LAE M w14 4 8
ELTRE T Tdh - 224, SR 1% 4 W T, 15
KR4 0.58, 1EH N34 4, 1T RENIIE12.52ug/g #1472
ZOFEBINSIE, BHARPAZEC L 2 MATA e TAH B Z L &
#2725 CTRX DHME~DFEAT, X CIZTIHEE~DFE
T TR THDL 2 2 5, ZDHEB DR $13
RN T - 72h, O RIZEIIREAZE - £ A fr A
DO, RIEIAD KEIDFrH MO FEFNZ T L
TARTH-272HEEZ LD,

PLboy Z 212 k) CTRX 13, B~k irh [iaf T
hor LIz, BRI memmﬂfﬁm TEAF 7 A D
DrorEZ 5L, LRI TR 2 L, R4
P D L m%%%?”fi%;l%u%i Coo XSz g v E
BRiz ﬁﬁf“ﬁ%i&f**f%’f?ﬁﬂ‘é%ﬁﬂ Fnz b,

FCRT & B L1372 L I3 14080 T, 23%k & 1572 47,
DB SENEEHTH Y, 2602 KA WD E. coli

11 8 kA IS L7z h, £ HMICIZ10%, 10°%ells/ml T
0.1, 0.05ug/mlTHh-7:, E. cloacae, S. faecalis % 2
Fi2100.0pg/ml VL ETdh - 724, B fragilis 4 ¥k(210°
cells/mlTi312.5~25.0ug/ml, 10°ells/ml T3.13~12.5
ug/ml 25U, P putida 12100.04 £ 150 0xg/ml, S.
aureus 136.2515 L U3 . 13ug/ml, K. pnewmoniae 120.05
ug/ml, C. freundii 5 £ CHRSIEHE D P, anaerobius 13
0.394 £ 0. 2ug/ml %ok 72,

CTRX 1 g it (£ & RAEMHBINUEE 3, — O H %
PR T, KA 2 AU DO RFIZ 4 2 MIC & 4
P Al T a5 1), AFNIMERGSE, DPEREN s, &
DD G L THH A 2 W2 5, F 72 K6



478

CHEMOTHERAPY

OCT. 1984

TIZHEWT, WWEHS L oARRNC L 5 2B SRR

TN EFIIED ST, —EDOIFEEEMTHIZ 5T
LAl L1%7:,
A LOEFIZHEI0H ARLEsk ot (158
F6H, KBl iobuTRrRAL 2.
X 8
1) K e VB D Qe IR i o By i), 4 H b7

(=21

10)

11

13)

14)

16)

) Ratzan, K. R.; C. Ruiz & L. IrvIN III :

. TA T oA T 7,
WK OVBE, W R D BT 7
DfbFE S, AT 4 LY o — T LR,

1980, pp. 3~13
LR IUE
o, 1982

SRELAIL, W MR, WAL HEZ  Opport-
unistic infection (H I b & ¥, dz B B 7 34
1417 ~ 1422, 1979

wes ok llﬁng':ﬁ'\' SRk I Sl i SR S N
v o WIETEEY 3505 *:146, 1980

29[ H AL #,frﬁ FoW AN LIS, BES
+ o ™ 2., Ceftriaxone (Ro 13-9904), fili &5, 1982

Ro013-9904 (Ceftriaxone ) 7 ¥k, H Ao o kA 2x i,
1981
FERNEX, M. & [. Havas
(Reports on Ceftriaxone, Rocephin).
(KARGER) 27 (S-1) : 1~38, 1981
PateL, LH. ; K. MILLER, R. WEINFELD & J. SPICEHANDL -
R : Multiple intravenous dose pharmacokinetics of
Ceftriaxone in man. Chemotherapy (KARGER) 27 (S
-1) : 47~56, 1981
H A b ek 220 deo) 58 A PR i
i#:, Chemotherapy 23 (8) 1~2, 1975
WricHT, W. E. & V. D. LINE : Biliary excretion of
cephalosporins in rats : influence of molecular weight.
Antimicr. Agents & Chemoth. 17 : 842 ~ 846, 1980
RAaTzaN, K. R.; H. B. BAKER & . LAUREDO : Excretion
of cefamandole, cefazolin and cephalothin into T-
tube bile. Antimicr. Agents & Chemoth. 13 : 985~
987, 1978

Introduction and review
Chemotherapy

(MIC) dj5g

Biliary tract
excretion of cefazolin, cephalothin and cephaloridine
in the presence of biliary tract diseases. Antimicr.
Agents & Chemoth. 6 : 426 ~431, 1974

kS 2 AR OEAME, (REKE K - Doxycycline i i)
H#EEMNWIEIZ 5T, Jap. J. Antibiotics 28 : 775~ 777,
1975
NAKAMURA, T.;
& E. BEKKE
tissues of patients. Chemotherapy 26
1978

NAKAMURA, T. ; I. HASHIMOTO, Y. SAWADA, J. MIKAMI
& E. BEKKI : Bacampicillin concentration in various
tissues of patients. Chemotherapy 27 (S-4) : 202~ 205,
1979

[. HASHIMOTO, Y. SAWADA, J. MIKAMI
Dibekacin concentration in various

377 ~ 378,

SO PPEECE, RBUJEK, WEARRALE, R
= FER, (ERGIERD © Cefmetazole D HIELINIBRLIZ Dy

T, & U RAEMLRA NS O #5500 21612 DT, Che-

19

26

motherapy 27 : 275~282, 1979

NAKAMURA, T. : I. HASHIMOTO, Y. SAWADA, J. MiKaMI,
M. NAKANISHI, Y Kasal & Y. SAaHAsHI : Cefmetazole
concentration in infected tissues from patients after
intravenous administration and clinical effect for
patients with cholecystitis and peritonitis. Current
Chemoth. Inf. Dis., Proc. of the 11th ICC and 19th
ICAAC, Amer. Soc. Microb., Vol. I  pp. 236~238,
Oct. 1~5, 1979, Boston

R A REAORAHE, IR, =R EB ok,
R, IJ[M'& i, FH % Cefamandole ) AfLi
N 12D T 52 RIEAFELNENEE L2 ST, Chemo-
therapy 27 (S' 5) : 348~353, 1979

BE—, s, REBER, P # SRS,
=R, PR, cERAEAf, B 9L, SRl
Rl A, I AFIE  Cefotaxime ) NHlEKMIEIE(Z
T R RaE RN ENEE(Z ST, Chemotherapy 28
(S-1) : 81~88, 1979

thdt 2, REACOEAME, RIS, — b BB, Pk d—,
PO A, BIER 5L, it KA D 6059-S A

HLRN B IE 2 DT, FRHIWES L 2 MENEhEE, Che-
motherapy 28 (S-7) : 263~273, 1980

NAKAMURA, T.; [. HASHIMOTO, Y. SAWADA, J. MIKAMI,
E. Bekki, S. Hirasawa, H. ABE & Y. WATANABE :
Cefoperazone concentration in the bile and gall blad-
der wall after intravenous administration. Antimicr.
Agents & Chemoth. 18 : 980~982, 1980

A AME, JUHREK, b, = LR R oA,
Pl 5L, Fics—, P © Cefoperazone O Al

L DT R AN B B D v T)
therapy 29 : 637 ~645, 1981

Chemo-

B8 - gk, a){iHl;k AR & SN S N LN
=R TER, iR, B sl Cefmenoxime (SCE
-1365) O A HLEE N #21% 12 v T, Chemotherapy 29 (S

1) : 225~239, 1981

HASHIMOTO, 1. Y. SAWADA, T. NAKAMURA, J. MIKAMI,
E. Bekki, H. Fujita, M. Sartod, H. NisHINDAL Y.
NAKANISHI & Y. Kasal: Cefmenoxime concetration in
infected tissues from patients after intramuscular or
intravenous administration and clinical effect on
patients with cholecystitis and peritonitis. Current
Chemotherapy and Immunotherapy, Proc. of the 12th
ICC, Amer. Soc. Microb., Vol. I : pp. 358 ~360, July
19 ~24, 1981, Florence

NAKAMURA, T. ; [. HASHIMOTO, Y. SAWADA, J. MIKAMI,
E. Bekki, H. Fujita, M. Sarton, H. NisHINDAL Y.
NAKANISHI & Y. Kasal : Dibekacin concentration in
infected tissues from patients after intramuscular
injection and intravenous drip infusion. Current Che-
motherapy and Immunotherapy, Proc. of the 12th
ICC, Amer. Soc. Microb., Vol. II : pp. 815~817, July
19 ~24, 1981, Florence

hkf O REAHYAME, JURREK, TR TRE PR,
WP O, i b, KIS Tobramycin

S ESE Y B BRERNIEE. Jap. ]. Antibiotics



voL. 32 S-7

27)

CHEMOTHERAPY

479

34 : 1158~ 1172, 1981

shFf #, REARHEAME, SR L b R R -
o —, th P E 35 Dibekacin O BalA 0B 78, AN &RE
RN 5 L O RENRTELS X AR, Jap. J. Antibio-
tics 34 : 980~993, 1981

chb L RS A A, U, R, AR R
ARCHUT, R —, AU, shio e e e
Amikacin SESHEORIANMFZE. Jap. J. Antibiotics
35 : 897~908, 1982

30)

Wby RS ACHEAME, JIHE G R TR, piR
N PRI = 1735 < T RN 11 S N /N 1K 0 SN e T
Wi (2 b 2 Latamoxef O fiad. d#hlry: 37 0 1991
~2001, 1982

kS RS AR A, UG, <R TR, R s T
AR, Pk - pEACHE S, b, B,
T — © Gentamicin S nfE ORI, Jap. ]
Antibiotics 36 : 55~70, 1983



480 CHEMOTHERAPY OCT. 1984

CEFTRIAXONE (Ro 13-9904) CONCENTRATION IN VARIOUS TISSUES
AND BODY FLUIDS FROM PATIENTS FOLLOWING INTRAVENOUS
ADMINISTRATION AND CLINICAL EFFECT
ON SEVERAL INFECTIOUS DISEASES

TakasHI NAKAMURA, IKuo HASHIMOTO, YASUO SAWADA and JIROH MIKAMI
Department of Surgery, Tenshi General Hospital
(Franciscan Missionaries of Mary)
MICHIKO SAITOH, ElicHI BEKKI and MASAYUKI TsuJisakr*
Department of Internal Medicine, Tenshi General Hospital

(Franciscan Missionaries of Mary)

HiroYUKI NISHINDAI, YOSHIMI NAKANISHI and YOICHI KASAI

First Surgical Department, School of Medicine, Hokkaido University

KOi1cH1 DEGUCHI

Tokyo Clinical Research Center

A new antibiotic semisynthesized drug of cephalosporin group, ceftriaxone (CTRX, Ro 13-9904) for
parenteral use, was used to 17 hospitalized patients and 3 outpatients: 6 with acute or subacute cholecystitis,
8 with acute peritonitis (7 cases were acute localized peritonitis due to acute appendicitis, and a case was
acute diffuse peritonitis due to perforation of duodenal ulcer), and 6 with acute infectious diseases of skin
and soft tissues. CTRX combines very high activity with a broad spectrum and is characterized by a serum
half-life of about 8 hours. CTRX in a dose of 500 mg to 2 g were administered by intravenous bolus injec-
tion or intravenous drip infusion for 1 to 2 hours, once or twice a day for 3 to 15 days. To the cases of
biliary tract infection and a case of lower leg necrosis due to arteriosclerotic artery obstruction, CTRX was
treated for preoperative chemotherapy and to cases of acute peritonitis CTRX was treated for postoperative
chemotherapy. Clinical response was excellent in 7 cases, good in 11 cases, fair in 2 cases and poor in none.
The organisms were isolated in 14 cases (23 strains), 8 were E. coli, 4 were B. fragilis, 2 were E. cloacae,
2 were S. faecalis, and each one were S. aureus, K. pneumoniae, C. freundii, P. putida and P. anaerobius.
The MICs of E. coli against CTRX were 0.1 to 0.05 ug/ml in 10® and 10° cells/ml.

Before the operation of some of above cases (6 with biliary tract infection, 8 with acute ﬁeritonitis and a
case of lower leg necrosis), CTRX in a dose of 1 g was administered by intravenous bolus injection. The
materials of common duct bile, gall bladder bile, gall bladder wall, the appendix and other tissues, ascites and
serum samples were taken during the operation. CTRX concentration was measured by bioassay method with
E. coli NIHJ JC-2 or B. subtilis ATCC 6633 as test organisms. CTRX concentrations in common duct bile
were 168.75 to 484.4 ug/ml, those in gall bladder bile were 8.99 to 500.0 ug/ml, those in gall bladder wall
were 43.76 to 106.26 ug/g. CTRX concentration in purulent ascites were 11.72 to 34.38 ug/ml. In the
cases of slight appendicitis, CTRX concentrations in appendix wall were 0.9 and 0.53 ug/g and those in
severor cases were 26.58 to 37.52 ug/g. In the case of lower leg necrosis due to artery obstruction, CTRX
concentration in necrotic skin at 4 hours after injection, it was 0.58 ug/g.

No adverse effect was observed in this study. Therefore, it was supported that CTRX could be used
safety and usefully by intravenous administration to biliary tract infection, acute peritonitis and infectious
diseases of skin and soft tissues.

* First Internal Medicine, Sapporo Medical College



