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Table 1. Background of subjects and dose of aztreonam
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Case Age Sex Dose Diagnosis Underlying disease
1y <2 ) hypertension
1 73 M pneumonia ) )
(6 days) chronic renal failure
2y x2 .
2 74 M pneumonia !
(10 days)
1gx2
3 70 M e bronchitis hypertension
6 days)
2g -2 hypertension
4 75 M pneumonia
(6 days) old cerebral infarction
2g <2
5 85 F pneumonia lung cancer
(15 days) I
1gx2 | hypertension
6 69 M & urinary tract infection | ype Se
(9 days) Multiple renal cysts
1 gx2
7 80 M (5 days) urinary tract infection old cerebral infarction
ays
2gx2 .
8 65 M (7 days) infected decubitus old cerebral infarction
ays
1gx2 hypertensi
9 74 F ) infected decubitus ypertension
(8 days) old cerebral infarction
partialthromboplastin time (APTT), fibrinogen (104 ul)
(Fbg), thrombotest (TT), protein induced by vita- 101 _—
min K absence II (PIVKA-II) ##IEL 72, -
Lo =
i/ #R #%, PT, APTT, Fbg, TT, PIVKA -1I '.-————"“'
i3, BARBEFERARRIER AT KL 72, " A:::::*
Mo AREEERI:, BERBIRLY) 38% 7 &+
Va1 LM 9 FNES THRIML, 700 gic 10+
T84rELL, %M/ RimiE (PRP) % E%8 1% BORN
L BFEWIZHEv HEMATRACER 1 (23754 o+ # -
betore after

Ax>R) #AVTREL 2, BEECHWHIIVBE
#* adenosine diphosphate (ADP) (Sigma) 2, 4 uM,
collagen (ZH/ x4 AW A x> 2) 2, dug/ml ek
LA L TS5 aoMRlE L, BoAE % #H maximal
aggregation (MA) | THR&ETL 72,
. % 2

1. /R (x104/41) (Fig. 1)

WSRO M/ MREIE F N £ 25.8+6.1, 27.1+59
T, B3 onih -7, (EFHHEIZ 12~34)

2. im/MREEERE (%) (Table 2, Fig. 2)

§ Mean+SD, n=9

Fig. 1. Change in platelet count
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93T, ADP 4 uyMIC TRELH» LHBELIKT 22D
72,

b) collagen ¥
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Table 2. Changes in platelet aggregation

(Mean £ S, n=9)
—— B _ -
ADP Collagen
2 uM 1 uM 2 pg/ml 4 pg/ml
Before (%) 49.2 £ 15.3 65.0 + 8.8 62 9+ 19.4 76.0 + 4.4
After (%) 47.6 £ 14.7 60.3 + 9.3 58.2 + 24.1 72.4 £ 6.5
NS Ps0.01 NS NS
ADP: adenosine diphosphate
ADP 2 uM ADI' 4 M T APTT
MA (%) MA %) (sec) sec)
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401 \- o 30 “Sl
] |
* /5001 20~
204 — |
104
e - i s ' 0L T I
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| I T
N0 T N 80 |
= | }% b | {E+
L T H! ol oy } g 1
| J_ ‘ ' ! 1; \
104 $0- 4
.\-‘* | K] 5(1-1
204 \ [t | ‘
¢ T T — I T T . B L T T
before after before after betore alter before after

MA- maximal aggregation
ADP: adenosine diphosphate

i Mean+SD, n=9

Fig. 2. Changes in platelet aggregation
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3) PT (sec), APTT (sec), Fbg (mg/dl), TT
(%) (Table 3, Fig.3)

L5 Eit%o PT 12118408, 11.9+08, APTT ix
405+ 9.2, 38.2+ 8.1, Fbgid 464.2 + 96.2, 410.1 +
845, TT it 1156+16.6, 113.8+20.1 T, TN LK
BhELXAD L -2, QEHMEIIZPT 10~12,
APTT : 25~45, Fbg : 180~400, TT : 70~130)

PT: prothrombin time
APTT: activated partial thromboplastin time
TT thrombotest

§ Mean+SD, n=9

Fig. 3. Changes in PT, APTT, fibrinogen, TT
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Table 3. Changes in 1, AP, Gibroginogen, 171
(Mean + S, n =4

DT ocsee AT (sec) Ihy (my/dl) TT (%)
Betore (Yo 1181 0.8 40.5 £ 9.2 164 2 1 W 2 115.6 + 16.6
After % 119 t08 3R.2 18] 410.1 1 84 5 113.8 1 201
| NS NS NS NS
|
T prothrombin time
APTT: activated partial thromboplastin time
Fbg: hibnmogen
TT: thrombotest
phem & & & A% {7 ¢ 2 317 ) ${ & N - methyltetr- B AN 99 b v B A £ b, AN TIR
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EN® /7 I LEFEN, HRET T LEEHICE
nreHEh 3 —8, A7 7 LEME A
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7LD LRI A B3 D ETIIh W E
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AZT % in vitro (25T, in vivo THLN LM
PRED 10 {5 LI ENFEW 2 58 (10 mg/ml) TH
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DG TR/ MREEC A REIEE B 5 LT
ELWEC Y BEDH DL, L L, Z0HEOMKRIE
BEATH), AEOSEITRERT LI 2L
LE(HAEMHEOMPBED LA LT W Eh B2
Hitkd, K¥F5203 AZT DB BEREEZICBIT X
) FHIRRGT 24T > T 305 24 BsRIREME 7L 7F
=2 20T 7 ZNETFIZE L v AZT ok
FERIIAE R L, bR, b+ 5 s HELT
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EFFECT OF AZTREONAM ON PLATELET AGGREGATION AND
BLOOD COAGULATION IN ELDERLY PATIENTS

Takahiro Asada, Tetsuji Soga, IFutoshi Yanagihara,
Masahiro Yamano, Yoshitaka Yamanaka, Muneto Yoshioka,
Kanshi Mase and Kojiro Yasunaga
First Department of Internal Medicine, Kansai Medical University,

1 Fumizonocho, Moriguchi 570, Japan

In recent years, there have been reports of hemorrhagic manifestations as a side effect of antibi-
otics. In this connection, we evaluated the effects of the first monobactam antibiotic, aztreonam,
(AZT) on platelet aggregation and blood coagulation in elderly patients. The subjects were 9
patients: 4 with pneumonia, 1 with bronchitis, 2 with urinary tract infection and 2 with infected
decubitus, aged from 65 to 85 years. AZT was administered by drip infusion at a dose of 2 or 4 g/day
for 5 to 10 days. The following parameters were measured before and after administration: platelet
count, platelet aggregation, prothrombin time (PT), activated partial thromboplastin time (APTT),
fibrinogen (Fbg), thrombotest (TT), and protein induced by vitamin K absence-1I (PIVKA-II).
There was no significant change in the platelet count or the blood coagulational parameters (PT,
APTT, Fbg, TT and PIVKA-II) after AZT administration. AZT slightly suppressed ADP-induced
platelet aggregation, but the suppression was clinically not problematic and there were no hemorr-
hagic manifestations. However, an increase in AZT concentration in plasma was suspected in a case
of renal hypofunction in which blood urea nitrogen and creatinine had deteriorated and suppression
of platelet aggregation had increased after AZT administration. We concluded that AZT hardly
affects platelet aggregation and blood coagulation in therapeutic doses in elderly patients. Neverthe-
less, AZT must administered with care to elderly patients because they are liable to have hemorr-
hagic manifestations if AZT concentration in plasma increases because of renal hypofunction and
because they tend to lack vitamin K because of decreased food intake.



