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Do T 10FEBI R R & & Ute, REFIDPIERIE Table 1 @
w LT,
A

D fiERoBE L 5T

FERBLAEHE Cefpiramide AT CPM) ¢, 1g &4
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FRHEML, BRERELT, #H, HEFBEEY IS
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Table 1 Profiles and clinical data in 10 patients underwent PTBD procedure

AL D K val Maximal CPM
No.ot| Age sex Bk Diagnosis T.B. | ALP| GOT| TP | Hb | WBC ‘?f S Bacteria in bile coanxclemnauation
pts (Ka} gt | OUAYY L) | ey | dgediy | (immd) | ICG Test in bile (ug/my)
1 {72 % |40.8 |gallbladder cancer 21.9/1288| 78 |6.3|10.2| 9100 - - 6.61
2 |80 o |43.0 |bile duct cancer 7.5| 266| 133 |6.0 | 10.7 | 3100| 0.117 - 14.9
bile duct cancer Enterobacter
3 |64 o |515|a0sc 21.1| 495| 46 |6.4|10.1 {18500 | 0.065 <p 2.47
cancer of the papilla Acinetobactor
4 |62 o |64.0 of Vater 3.9|1574| 84 |6.0|12.6 | 6200 - Staphy. aurous 59.8
5 [70 % {50.0 |bile duct cancer 11.3/1983| 116 | 6.9 [ 11.5 | 14800 | 0.154 |Klebsiella 12.10
a-hemolytic strept.
6 |74 J'|43.5 |pancreashead cancer | 18.2|1356| 50|59 |13.7 | 6400 - - 13.10
7 |57 J"|40.0 |gallbladder cancer 36.0(1368| 127 | 6.2 | 12.7 | 6300 0.060 - 20.80
8 |69 ¢ |60.0|bile duct cancer 9.7| 1145 185' 7.5|12.9| 6200/ 0.158 - 55.80
i id ith
9 (60 9400 |iympn nodes matastasis| 5.62121| 150 [6.6 | 10.0 | 7300/ 0.151 : 76.60
of pericholodochus
10 |67 J"|56.0 |bile duct cancer 243 415| 96 | 5.5 | 12.1 | 8000 | 0.069 - 6.00

Fig. 1 Method. PTBD was done at 30 minutes
after the infusion of 1g CPM. After the infusion
of CPM, serum and bile samples were drawn at
30-minute intervals for 150 minutes.

CPM1g
Saline+20ml
l PTlBD time (minutes)
0 30 60 9 120 150min,
bile collection t t t t 1
blood collectionT 1 1 1 1 T

CPM oEEAIFEIZE. coli NIH] ##%EHE & L, B
ML M RS (38F) % B\ paper disc AW
BEEBEIE TfT-7, 0.6ug/ml ZEIERF L L7,

5) ERIRERE & W HFBEEmR AR

FraF 58 (PTBD KafTh) BB E 2 T\,
total bilirubin(T.B.), alukaline phosphatase(ALP),
gulutamate oxaloacetate transaminase (GOT) &8
HP CPM B&ERE & BB GR kD, RS
LHARIOBTABRT R ABGERE L, ¥,
B 2 nifE T.BAEA5mg/ml LTtz - e B
indocyanine green (ICG) &% 1T L1572 AER (K
) L AR OBHABTRE : OBEE R LI,

oA |

1) REFAEMERIECE TS REROBHABT

Fig. 2, 3 icEriymchds X 0Bt o CPM BE
wRL7:, FAENEEIEMRIEO B+ (PTBD T
BEHOBEHT) © CPM EBE20.6ug/ml LT T
BIETRRET, fle < fIEROBHBTREDbIRR

AOSC : acute obstructive suppurative cholangitis

Fig. 2 Changes of CPM concentration in serum
and bile after intravenous administration of 1g
CPM. Open circles are for mean CPM concentra-
tion in serum and closed circles for in bile.
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8.3+t11.1pg/ml & LEMERE TRH 55, ERLh
wCPM OB HBETHRED b, £ O peak {H L
PTBD #9053 Ta - 7z,

¥ 7-ME CPM BE 3, FEMEARE CPM OfE
HABTHARD bR B 20 L,

2) MAROBEHABTRE L FRRAREE L OH
R

AHHABTREREH A O CPM &&SEETTRL,
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PAZEVERRE T 313 5 PUAEF DB H M BT OERRE K 5t

Fig. 3 Changes of CPM concentration in bile after
intravenous administration of 1lg CPM in all
patients. Number is for patiens number.

100|_ug_.-m'

o I

=2

£

c

8 4

® onl B

S s0r

C

[

(5]

C

o

o / -

' — ot

E 10

© L = = — - “r‘ o
0 30 60 90 120 150

i.v.of 1g CPM PTBD

time (minutes)

Fig. 4 Relationship between CPM concentration
in bile and ALP.

ALP

AL
2000

1000

r=0.554
y =a+bX
a=847
b=13.2

50 100 uo/ml
CPM concentration in bile

Fig. 5 Relationship between CPM concentration
in bile and GOT.
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r

e r=0.580

. y=a+bX
a=80.8
b =0.959

50 100 ug/mi
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Fig. 6 Relationship between CPM concentration
in bile and total serum bilirubin level.
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Fig. T Relationship between CPM concentration
in bile and K value of ICG test.

0.2

0 50

|

100 aa/mi

CPHM concentration in bile

Fig. 8 Relationship between K value of ICG test
and total serum bilirubin level.
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£BEME & OB, PTBD lEfTH O ALP,
GOT &EH =+ CPM B EEBE & 2ABRRD bh
2y 7o (Fig. 4, 5). BHH CPM & & I TBE
HIBSHRH —0.614 (p<0.05) THEEDOAOHEYRD
7= (Fig. 6). ¥ 7, ICG {H&ZE & 12HBIR%0.652C
BEEIRVCOORVHEER AR L (Fig, D,
miE TBE & ICG KB & OBIEM* 25 & X DB
B2 —0.856 TRDHER (p<0.05) Z@» (Fig.
8),
x £

FEREERC ST A MAROBRTANBTICOWT
ORISR L W fThh T\ 573, FAEBBRAIHIC
FHERRIBREE, TOoFREORER L HHREHD
favs, L GAEFRREOBRHT B REMcTh R T
W5, BEEFEE NV —2 (PTBD) »BEES
BETfThbhb X 5l Th HHAEMBRRCiEE
MmoAHEEETE, AEMRAIRCETIHRERD
IRHABTE W TORFSTEESERZRb O L
ote, bhbhi, BEEY ELTEMEYRLUIE
Fa B, PAZEMERAIERICKTS CPM OBHBTI
DUWTHRE LT, FAEMRATOME T PTBD BTES
DEHEE2HZENTE, ThIZIFEEOM I
B HEROBITHRED Shichole, BELYH
TTrHE LTV AKREART, FEHRRLIZT
HAROEHABTNREDbRRWEEZLID,
REgi3, FRERESRA P - ENREOBEICH L
HAERBER—BRECTH 50, FAEERZZL TR
RAEFORS LSERMFTCERLVI ERRLTY
5,

AN EEROHAFIBHBTYRYT BT
WTEETHEDI Y, TOGXORFEFREAL
L BHRHEREEE 2 RS, Thbb, HAE
BB TR A3  ERES B D HAER
DORETABTERD Y, BHRETILECRIHA L
ELEREMEL b, HEESHEREAA
BTERLE, &b, BROMXBRL < 1BHEH
EREROBEHPC CPM OoBTRAREALRDLR
o RERBIREBAFT TR EE2LARD,

W HEERREE, FCHREREE & ORERT
HoH, SEOKERIEHH CPM ERERE L IE T.
B.{H & OHEBIFREA —0.614 (p<0.05) TADOHEE%
R, BELRERGEMEROBHRBITAES &
AERAERRLE., COETREROBFE L],
GOT, ALP B L T, #EhH 523 Cefoperazone O
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biliary excretion ratio B EDHEEE R LI LHREL,
s ERIC AR OBEHABTMET T2 L0E
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Lo L, FiAEFSFERCRYAEH, BHAY
DX IERYRTHEIA T RBER I LT
febs, JIIOORIENE N v - CEBHER O BEHA
BESERCLEATLZERBEL, ZoRGRMP
AOATRRESPERBERELFEHAL T3, &
Elo#ECiEERE Y "B T EMNIRD b
sz,

BII6®, HE, #E ST SBEEBCK Xt
@ % % # o A H B, % i Ursodeoxycholic acid
(UDCA) ##tRAL tHAFBHABTNT2HE
PRITL, EEHEEcERET AT M
THZEFBELTW5H, ARNEE I EENBIE
BEHIEN IR, Fcks3sBABOERETH S W
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Excretion of an Antibiotic into Human Bile in Patients with Obstructive Jaundice

Kiyoshi Sakuraba, Takehiko Soeno, Seiji Ito, Kozo Suzuki, Kazuo Shindo,
Naoki Mizuguchi*, Masato Takeda* and Tsuyoshi Mukojima*
Department of Surgery, Akita City Hospital
*Department of Gastroenterology, Akita Medical Center

Excretion of an antibiotic into human bile as well as various factors influencing the excretion were studied in
10 patients with obstructive jaundice. In this study the antibiotic cefpiramide (CPM) was used. When the bile duct
was completely obstructed, CPM was never excreted. However, it was excreted relatively soon after release of the
biliary obstruction. The rate of excretion of CPM in the presence of obstrucitve jaundice appeared to be strongly
affected by the state of bile flow. After release of the biliary obstruction, a statistically significant negative
relationship between the maximum CPM concentration in the bile and the total serum bilirubin level (p<0.05) was
shown. Thus the excretion of CPM into the bile might decrease with advance in the severity of jaundice. Moreover,
the possibility that fibrosis of Glisson’s capsule and blood supply to the liver might affect the rate of excretion of the
antibiotic into the bile is suggested, because the maximum biliary CPM concentration tended to correlate with the

K value in the indocyanine green test.
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