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ABSTRACT

Objective: The aim of this study is to investigate the
metabolic and hemodynamic effects of unilateral
tourniquet application on lower extremities.

Methods: Ten of the 20 patients had coronary artery
disease and the remaining 10 patients without
coronary artery disease were regarded as controls.
The anesthesia was the same for both groups.

Hemodynamic (SAP, DAP, MAP, HR, CVP),
metabolic (K, CPK, CPK-MB, SGOT, LDH1, WBC),
ETCO02, Sp02, body temperature, blood gas value
and ECG changes were recorded.

Results: SAP, DAP and MAP significantly decreased
in the patients with coronary artery disease after
removal of the tourniquet when compared to the
measurements obtained during the application
(p<0.05). HR was not found to be significantly
changed in the patients with coronary artery disease
(p>0.05). In the control group, HR decreased during
the application and significantly increased after
removal of the tourniquet (p<0.05).

A decrease in pH value and an increase in PC02 and
ETC02 values were observed in both groups
immediately and ten minutes after the removal of the
tourniquet (p<0.05). K, CPK, LDH1, SGOT, WBC
were not found to be significantly changed in both
groups (p>0.05). CPK-MB increased in both groups
(p<0.05).

Conclusion: Data obtained revealed that tourniquet
application may cause hemodynamic and metabolic
changes and monitorization is necessary particularly
in the patients with coronary artery disease.

Key wo rds: Tourniquet, Coronary artery
disease, Blood gas values, ECG

INTRODUCTION

Pneumatic tourniquet is commonly used in orthopedic
surgery of lower extremities to provide a bloodless
operation. However, tourniquet use has various
hemodynamic and metabolic effects (1,2).
Applications lasting more than 70-90 minutes may
particularly lead to serious metabolic problems

(1.2).

In the present study, we investigated metabolic and
hemodynamic effects of unilateral tourniquet
application on lower extremities of 20 patients divided
into two groups (n=10) according to having coronary
artery disease or not.

MATERIALS AND METHODS

Twenty adult patients ASA lI-lll were included in the
study protocol after the approval for the trial on both
groups of patients was obtained from the Ethical
Committee. The patients were divided into two
groups (n=10) according to having coronary artery
disease (CAD) or not (NCAD). Premedication was not
given. Tourniquet with a pressure ranging from 300 to
350 mmHg was applied on lower extremity
unilaterally during the surgical procedure.

Table | summarizes demographic data of the
patients. There was no significant difference between
the two groups in regard to demographic data, mean
duration of operation and tourniquet application
(p>0.05).
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Table I. Demographic data, mean duration of operation and tourniquet application.

Female/Male ratio

Age (years)

Weight (kg)

Duration of operation (min)

Duration of tourniquet application (nin)

*p>0.05

After induction with 0.3 mg/kg ethomidate and 0.1
mg/kg vecuronium bromide intravenously, anesthesia
was maintained using controlled ventilation with N20
50% in oxygen and 1% isoflurane. Patients were
monitorized by radial artery catheter and central
venous catheter via basilic vein (Protocol 106 EL).

Systolic, diastolic, and mean arterial pressure (SAP,
DAP, MAP), heart rate (HR), central venous pressure
(CVP), end tidal carbondioxide (ETC02), oxygen
saturation (Sp02, obtained from the upper extremity
and lower extremity that tourniquet was applied),
body temperature (from axilla and medial malleolus of
the lower extremity that tourniquet was applied) were
recorded before and after induction, just after
tourniquet inflation and at 2nd, 10th, 20th, 40th, 60th,
70th minute during the application (Sp02 and
temperature of the lower extremity could not be
measured during the application), immediately and 5
and 10 minutes after deflation of the tourniquet in
each patient. ECG findings (ST segment analysis)
were evaluated throughout the operation and 24
hours after the operation.

Arterial blood samples were obtained for blood gas
analyzing 30 minutes after the tourniquet application,
immediately and 10 minutes after release of the
tourniquet. Blood samples were also obtained for K
CPK, CPK-MB, LDH1, SGOT, WBC values prior to
induction, for K, WBC after deflation of the tourniquet,
for K CPK, CPK-MB, WBC 4 hours after the
operation and for LDH1, SGOT at fourth day
postoperatively.

Statistical analysis was performed using ANOVA and
a p<0.05 was accepted as statistically significant.

RESULTS
SAP. DAP and MAP were found to be significantly
increased after induction when compared to the

values before induction in both groups (p<0.001,
Figs. 1,2,3).
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CAD NCAD*
713 5/5
56.745.2 63.4+4.2
70.3+8.2 65.9+7.2
120.24+28.65 110.37+32.8
100.19+23.62 90.12+13.85

SAP, DAP, MAP were found to be significantly
decreased after release of the tourniquet and at the
following 5th and 10th minute when compared to the
values recorded during all the measurements after
the tourniquet application in the patients with CAD
(p<0.05, p<0.01, p<0.001 respectively, Figs. 1,2,3).

HR was found to be decreased during all the
measurements after the tourniquet application when
compared to the values recorded after induction,
however, it significantly increased after release of the
tourniquet when compared to the measurements
recorded during the tourniquet application in the
group NCAD (p<0.05, p<0.01, p<0.001, Fig. 4).

When both groups were taken into consideration,
DAP and MAP values significantly increased after the
tourniquet application in the patients with CAD
(p<0.05).

CVP was found to be significantly decreased after
release of the tourniquet and at the following 5th, and
10th minute when compared with the tourniquet
application in both groups (p<0.01). CVP was
decreased in the patients with CAD more than in the
patients with NCAD (p<0.01). CVP changes are s-
hown in Fig. 5.

A significant decrease in pH value and an increase in
pC02 values were found during all the
measurements recorded after release of the
tourniquet in both groups (when compared with the
measurements recorded during the application)
(p<0.05, p<0.01, p<0.001, Tables II, liI).

In both groups, ETCO02 was found to be significantly
increased during all the measurements after release
of the tourniquet when compared with the
measurements recorded during the application
(p<0.05, p<0.01, p<0.001, Table IV).

There was no significant difference between the two
groups in regard to CVP, pH, pC02, ETCO02 values
(p>0.05).
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tibolon 2.5 mg. tablet

Postmenopozal kadinlarda Ginde 1 tablet ile

Vazomotor semptomlari giderir

LIVIALTABLET: 1Tablet 2.5 mg. tibolon igerir.
Farmolollk 6zellikler: Tibolon sentetik bir steroiddir.pl
hormona! 6zelliklerinin asagidaki etkilerle gosterilen,
kadinlarda gonadotrofin diizeylerini_baskilar ve
Aynizamanda vajinal_mukoza uzerinde uyarici*eM
terleme gibi vazomotor_sikayetleri giderdigi,libido ve'
Kontrenalkasyonlari: Gebellk ve | , hofrmi
etiolojisi bilinmiyen vajinal kanama,_afj karac "
e adet —kanamasmin_Lzerinden bn’&/llf
Tibo i ; metriurm evvelce uyarilm
iyidir ve tedavi esnasindaki yan etki insidansi dul
gastrointestinal rahatsizlik, prétibial 56em.lla¢ ete
aktivitesini disurebilir. Kullanim sekil ve dotu: letle
kullanilabilir. Kullanim sekli: Bir ka¢ hafta igcinde Sem| 1mia
Taktlm sekil ve fiyati: 28 tabletlik strip iceren kutularda %1

(organo”

Libido vé ruhsal durumu duzeltir

- . ag \ 1 .
Osteoporozu Onler
<-J; : mmH Woer: o
P e Ci. N-

Kanamasiz tedavi saglar

Isindan sonra hlpotalamik—hjppflzersbstemi stabilize eder. Bu santral etki, tibolon‘ur|1

—————————————————————— pozal

maz.

Hioriupwz.al nciinin r\ajrullil 1o ouiyr, 1o, i ve
isterlimistir Endlkasyonlari: Dogal ve cerrahi menopoz sonrasi olusan sikayetler

serebrovaskiler bozukluklar, veya 6zgegmiste bunlarin tanimlanmasi ,
igla kullaniimaz, dnerilenden yiiksek dozlar vagnal_ kanamaya neden olabilir,
Irsa diizensiz menstriiel kanama olusabilir. HRT Igin ba%_ka_ bir preparattan

kanamasi induksiyonu onerilir. Yan etklfer/Advers etkiler:Tibilon'a tahamml

aglrlnfimda degisme, bas donmesi seboreik dermatoz, vajlnal kanama, bas agrisi,
enzim nduk3|yonu_P/apan llaclar Tibolon metabolizmasini hizlandirabilir ve sonucta
I, bir miktar sivi ife yutulmalidir.Doz guinde bir tabletedimve kesintisiz uzuh-Stie
isonuglar tedaviye en az 3 ay devam edildikten sonra alinir.
1886) Ruhsatta, vs no: 22/3/1994-168/41 (Regete lle satilir.)

lovaskdler

DV.IP.S.F. 2.

Ayrintili bilgi icin : ORGANON ILACLARI A.S. PK. 432, 34434 Sirkeci - istanbul
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APROL

ROL FORT

Analiezik Antienftameluar Anlkomalizmal

APROE FORT

Naproksen sodyum

COK HIZLI AGRI TEDAVISI

Uriin Adi: APROL ve APROL FORT. Bilesimi: Tablet 275 ve 550 mg Naproksen sodyum.ozelliklerl: APROL ve APROL FORT tablet,siratle emilen analjezik,
antlenflamatuar ve antiplretlk 8zellikleri olan nonsterold antlenflamatuar bir Hagtir.Etkisinl prostaglandin sentezini Inhibe ederek go8terir.Endlkasyonlari:Agrilarda
ve enflamasyonlarda; bas agniari ve migren dental agn ve enflamasyonar.dismenore rahim igi arag yerlestirimesine bagh agn ve enflamasyoniar.eplzyotom.post.
partum agri ve enflamasyonlar, KBB ve rolojik e agrilar, r donem agri ve i: Aprol
ve Aprol Fort tablet Naproksen sodyum'a duyarl oldulan Silien Kisilerde, Aspirin ya da_diger NSAI llaglardan hethangi birine kar§\ astma.rlnit ya da drtiker

egilimi olaniarda konrendikedir. Uyarilat/Onlemier: Anamnezinde mide-duodenum

dlseri o\an\arda bcbrekveya karaclger bozukiugu olan Kisilerde dikkat Bu cok gerektigi arda kullaniimali, kan analizleri ve bobrek - - -

fonksiyon testléri periyodik olarak Izlenmelidir. Gebelerde ve siit veren annelerde kullanimamalidir. Yan etkileri: Diger NSAI llaglara oranla daha seyrek ve hafif

omakia bereber; mide agrisi ve yanmasi, hazimsizlik, ishal. kabizjk. hagdgnpepi, kulgk sinlamag: goralebilr. liag Exkilesimy. Apral ye Afrgl frort tabletin, kan g I I I I l l
20 tablet 670.500TL (Ruhsat no:13.04.1990-152/59) (02.04.1997). REGETE ILE SATILIR. Daha genis bilgi IgInuBILIM ILAG SAN veTiC. A.S. 80670 MASLAI |LAC SAN ve T|C A $
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Osteoporozda

carplil
gercekler

OSTEOPOROZDA SADECE KEMIK YIKIMINI "DURDURUCU"
BiR TEDAVI ILE YETINMEYIN.

e Postmenopozal osteoporozlu
kadinlar kemik kutlesinin

%20' sinden fazlasini

BMD wviarttirir

0 FOSAMAX® plaseboya gore
omurga kemik mineral yogunlugunu
(BMD) %8.8, kalgca BMD'sini %7.8

kaybederler.1

e Postmenopozal dénemde

azalan kemik kutlesi, artan

kirik riskinin tek ve en biuyuk

gbstergesidir. 345

arttirmistir.'2

Riski azaltir
FOSAMAX

(5-20 mg) ile tedavi

edilen grupta plasebo ile

karsilastirildiginda,

vertebral kirik

olusan postmenopozal kadin

sayisinda %48 aza

FOSAMAX® 10mg, 3 yillik galisma sonucunda
plaseboya gore omurga kemik mineral yogunlugunda
ortalama %8.8 artis saglamistir (P<0.001).
FOSAMAX® 10mg, 3 yillik ¢alisma sonucunda
plaseboya gore kalga (trokanter) kemik mineral
yogunlugunda ortalama %7.8 artis saglamistir
(P<0.001).

Benzer sekilde tasarlanmis 994 dusuk kemik kutlesi
tanimlanmis osteoporozlu kadin hasta (397 hasta
plasebo, 196 hasta FOSAMAX® 10mg/giin
almaktadir) tzerinde yuritilen plasebo kontrolld, cift
kor, t¢ yil suren cok merkezli, 2 biyik calismanin
kombine edilmis verileri.  Yeterli kalsiyum alimim
saglamak icin tim hastalarda giinde 500mg kalsiyum
verilmistir.

Ug yil siiren plasebo kontrollil, gift kér gok merkezli
iki calismanin havuzlanmis verilerinin analizi. Plasebo
kullanan hastalarin %6.2'sinde (22/355), alendronat
(3 yil boyunca 5 veya 10mg ya da 2 yil sureyle
20mg takiben 1yl 5mg) kullananlarin ise %3.2'sinde
(17/526) vertebral kirik olusmustur. Yeterli kalsiyum
alimim saglamak igin tim hastalara giinde 500mg
kalsiyum verilmistir.

Ima saglanmistir.”2

X

alendronat
sodyum

iTKiSi KANITLANMIS FOSAMAX» "KEMIKYAPAR”
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WPC-FSM-T-0494

FOSAMAX® 10 mg
Tablet

FORMULU
Herbir FOSAMAX®" tableti molar esitligi 10.0 mg serbest aside denk gelen

13.05 mg alendronat monosodyum trihidrat tuzu igerir. Ayrica inaktif olarak
mikrokristalize selliloz, anhidroz laktoz, A tipi kroskarmelos sodyum ve
magnezyum stearat igerir.

FARMAKOLOJIK OZELLIKLER
Bifosfonatlar kemikte bulunan hidroksiapatite baglanan sentetik pirofosfat

analoglaridir. FOSAMAX (alendronat sodyum, MSD) osteoklast aracilikli kemik .

rezorpsiyonunun giglu bir spesifik inhibitéru olarak rol oynayan bir amino-
bifosfonaltir. Alendronatin oral biyoyararlanimi 5'den 40 mg'a kadar olan
dozlarda sabah ag karnina ve standart sabah kahvaltisindan iki saat 6nce
intravenoz referans doza oranla %0.7'dir. Alendronatin sabah kahvaltilarindan
bir ya da bir buguk saat 8dnce alinmasi biyoyararlanimi hemen hemen % 40
oraninda azaltir. Alendronatin sabah kahvaltisiyla ya da sabah kahvaltisindan
iki saat sonraya kadar alinmasi biyoyararlanimini ¢ok azaltir. Klinik dncesi
calismalar, alendronatin uygulama sonrasi gegici olarak yumusak dokulara
dagildigini ama sonra hizli Dir sekilde kemiklere dagildigini veya idrarla
atildigini gostermistir, jnsanlarda kemik disi ortalama sabit durum dagihm
hacmi en az 28 L'dir. llacin terapétik oral dozlarini takip eden plazma
konsantrasyonlari analitik tayin icin ok diigiiktir (5ng/ml'den az). insan
plazmasindaki protein baglanma orani yaklasik % 78'dir. Alendronatin
insanlarda veya hayvanlarda metabolize olduguna dair bir kanit bulunamamistir.
[14 C] alendronatin tek bir intravenéz dozunu takiben; radyoaktivitenin yaklasik
% 50'si 72 saat iginde idrara gegerken, fecese ¢ok az radyoaktivite gecer ya
da hi¢c gegcmez. 10 mg'lik intravendz dozu takiben alendronatin renal klirensi
71 ml/aakikadir ve sistemik klirens 200 ml/dakikayi gegmez. insandaki terminal
yarilanma émrindin 10 yilin Ustiinde oldugu hesaplanmistir.

Alendronat, kemik hidroksiapatitine baglanan ve 6zellikle kemik rezorpsiyonu
yapan hicreler olan osteoklasHarin aktivitesini inhibe eden bir aminobifosfonattir.
Alendronat, kemik olusumuna direkt bir etki yapmadan kemik rezorpsiyonunu
azaltir; ancak kemik turnover'l sirasinda, kemik olusumu ve resorpsiyonu ikiye
katlandigi igin indirekt bir etkisi de sdzkonusudur. Alendronat bu nedenle
postmenopozal kadinlarda gdzlenen artmis kemik turnover hizini premenopozal
kadinlarda gozlenen bir diizeye dusurr.

ENDIKASYONLAR
FOSAMAX® postmenopozal kadinlardaki osteoporozun tedavisinde endikedir.

KONTRENDIKASYONLAR
¢ Bu Urtintin bilesimindeki maddelerin herhangi birine asir duyarlilik
« Hipokalsemi (bkz. UYARILAR/ONLEMLER)

UYARILAR/ONLEMLER
FOSAMAX® agir bobrek yetersizligi olanlara 6nerilmemektedir, (bkz. DOZAJ

VE UYGULAMA).

Diger bifosfonatlarda oldugu gibi, FOSAMAX® disfaji, semptomatik dsofagus
hastaliklari, gastrit, duodenit veya Ulserler gibi aktif mide-barsak problemi olan
hastalara verilirken dikkatli olunulmalidir. Mideye gegcisi saglamak igin
FOSAMAX®'In bir bardak dolusu suyla alinmasi gerekir ve hastalar ilaci
aldiktan sonra yarim saat boyunca dik pozisyonda durmaldirlar

Kalsiyum ve mineral metabolizmasi bozukluklari (D vitamini eksikligi ve
hipokalsemi gibi) FOSAMAX® tedavisine baslanmadan 6nce tamamen tedavi
edilmelidir. Ostrojen yetersizligi ve yaslilik disindaki osteoporoz nedenleri g6z
onunde tutulmalidir.

Gebelik
FOSAMAX® gebe kadinlarda ¢alisiimamistir ve onlara verilmemelidir.

Emziren Anneler
FOSAMAX® emziren annelerde ¢alisiimamistir ve onlara verilmemelidir.

Cocuklarda Kullanim
FOSAMAX® c¢ocuklarda ¢alisiimamistir ve onlara verilmemelidir.

Yaslilarda Kullanim
Klinik calismalarda FOSAMAX®1n etkinlik ya da guvenilirlik profillerinin yasla
baglantili olarak degismedigi gorulmustur.

YAN ETKILER/ADVERS ETKILER

FOSAMAX® genellikle iyi tolere edilir. Yan etkiler cogunlukla hafif ve gegicidir
ve tedavinin kesilmesini gerektirmez. Benzer dizaynli, iki yillik, plasebo kontroll,
Gift kor, cok merkezli postmenopozal kadinlardaki iki bliyuk osteoporoz
calismasinda (A.B.D ve ¢ok uluslu) giinde 10 mg FOSAMAX® alan hastalarda
plasebo alan hastalardan daha siklikla goriilen tek klinik istenmeyen etki karin
agnsidir. Karin agrisi episodlari ¢ogunlukla hafif ve gecicidir ve genellikle ilacin
kesilmesine gerek kalmamaktadir.

Nadiren kizillik ve eritem goérulmustr.

Ek olarak, bu klinik calismalarda arastirmaci tarafindan olasilikla, belki veya
kesinlikle ilaca bagli oldugu bildirilen ve giinde 10 mg FOSAMAX® ile tedavi
edilen hastalarin % 1'i ya da daha fazlasi ve plasebo ile tedavi edilenlerden
daha yuksek sayida hastada gorilen istenmeyen etkiler sunlardir: abdominal
distansiyon (FOSAMAX® %1.0, plasebo %0.5), kabizlik (%3.1, %2.0), diyare
(%2.0, %1.8), disfaji (%1.0, %0.0), flatulans (%1.5, %0.5), dsofageal Ulser
{%} .5, %0.0), kas-iskelet agrisi (%4.1, %2.5) ve basagrisi (¢2.6, %1.5). Bununla
birlikte, FOSAMAX® ile tedavi edilen hastalarda gérilen bu istenmeyen etkilerin
insidansi ile plasebo ile tedavi edilen hastalarda gorilenler arasinda statistiksei
olarak anlamli bir fark yoktur.Eger hastalarda yutma zorlugu, agri, retrosternal
(gogus kemigi arkasinda) agri veya yanma oldugunda 6zofagal hastalik
semptomlari gelistigi zaman ilac birakilip doktora basvurulmaldir.

BEKLENMEYEN BIR ETKi GORULDUGUNDE DOKTORUNUZA BASVURUNUZ.
ILAC ETKILESIMLER]

Kalsiyum suplemanlari, antiasitler ve bazi oral olarak kullanilan ilaglar
FOSAMAX® emilimini etkileyebilir. Bu ylzden, hastalar baska bir ila¢ almadan
once en az bir buguk saat beklemelidider. Klinik anlamh baska bir ilac etkilesimi
beklenmemektedir. Klinik arastirmalarda az sayida hastaya FOSAMAX®
tedavisi sirasinda Ostrogen (intravaiinal, transdermal veya oral) verilmistir. Bu
ilaglarin birlikte kullanimina ait herhangi bir istenmeyen etki saptanmamistir.
Ozel etkilesim calismalari yapiimamis olmakla birlikte, FOSAMAX® klinik
calismalarda higbir klinik istenmeyen etkilesime rastlanmadan sik kullanilan
ilaclarla birlikte kullanilmistir. Nonsteroid antiinflamatuar ilaglarla gorilebilen
Ust gastrointestinal sisteme ait istenmeyen olay riskinde birlikte FOSAMAX®
kullaniminin herhangi bir artisa yol agmadigi gériinmektedir.

Laboratuar Test Bulgulan

iki cok merkezli kontrollii calismada (bkz. YAN ETKILER/ADVERS ETKILER)
inde 10 mg FOSAMAX® ile tedavi edilen hastalarda plasebo ile tedavi edilen
astalardan daha sik olarak serum kalsiyumunda asemptomatik gegici disusler

bildiriimistir. Ancak, serum kalsiyumundaki bu orta derecedeki (8.0 mg/dL'e

kadar) dususlerin insidansi giinde 10 mg FOSAMAX® ile tedavi edilen

hastalarda ve plasebo ile tedavi edilen hastalarda benzerlik gdstermektedir.

DOZAJ VE UYGULAMA

Onerilen dozaj giinde 10 mg'dir. FOSAMAX® giiniin ilk yiyecek, icecek veya
ilacindan en az yarim saat 6nce yalnizca bir bardak dolusu suyla alinmalidir;
clnku diger icecekler (maden suyu dahil), yiyecekler ve bazi ilaglar
FOSAMAX®In emilimini azaltabilir (bkz. ILAC ETKILESIMLERI). Tiim osteoporozlu
hastalar dietle yeterli miktarda kalsiyum almalidirlar.

Yaslilar veya hafif-orta bobrek yetersizligi olan hastalar igin dozaj diizenlenmesi
zorunlu degildir (kreatinin klirensi 35-60 ml/dak). FOSAMAX® daha agir

bobrek yetersizligi olanlar icin (kreatinin klirensi < 35 ml/dak.) 6nerilmez.

DOZ ASIMI

FOSAMAX® ile doz asiminin tedavisiyle ilgili mevcut spesifik bir bilgi
bulunmamaktadir. Oral dozasimina bagli olarak mide bulantisi, mide yanmasi,
osofajit, gastrit veya Ulser gibi gastrointestinal istenmeyen olaylar gérilebilir.
Alendronati baglamak igin siit veya antiasit verilmesi g6z 6niinde
bulundurulmalidir.

SAKLAMA KOSULLARI

30° C'nin altinda saklayiniz.

IKAZLAR

Hekime danisiimadan kullaniimamahdir.

Cocuklarin ulasamayacag! yerlerde ve ambalajinda saklayiniz.

TICARI TAKDIM SEKU VE AMBALAJ MUHTEVASI
28 Tabletlik Glister ambalajlarda.

Regete ile satilir.

Ruhsat Tarihi: 14/1/1997

Ruhsat No: 181/27

Uretim Yeri:FAKO ilaglar A.S.
Levent - ISTANBUL

(0] msd
w Merck & Co., ine.,
Whitehouse Station, N.J., U.S.A. lisansi ile
Ruhsat Sahibi ve Satis Yeri: Merck Sharp ve Dohme ilaglarl A.S.
Levent - ISTANBUL

t MERCK & CO., INC., Whitehouse Station, NJ, U.S.A.'nin Tescilli Markasidir.
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Cocuklarin Streptokoksik Farenjit Tedavisinde

Temel COzum

FEI\I‘OS 7& Surup PEN-@" 4m Surup

(Benzatin fenoksimetil penisilin) (Benzatin fenoksimetil penisilin)

Kisa Urtn Bilgisi:
Pen-Os®400 ve 750 Oral Stispansiyon. Formiilii: Her dlgekte 400.000 1U veya 750.000 U Benzatin fenoksimetilpenisilin. Farmakolo-

jik Ozellikleri: PentOs® enfeksiyon bolgesinde bakterilerin hlicre duvar sentezini inhibe ederek bakterisit etki gsterir. Endikasyonlari:
Duvarli bakterilerin yol actig enfeksiyonlarin tedavisinde kullanilir. Tedavi edici olarak, Streptokoksik enfeksiyonlar, pnémokoksik enfek-
siyonlar, penisiline duyarli staflkoksik enfeksiyonlarda kullanilir. Koruyucu olarak, akut romatizma hastalign profilaksisinde, konjanital ve-
ya romatizmal kalp kapagdi bozukluklarinda bakteriyel endokardite karsi kullanilir. Kullanma Sekli ve Dozu: Eriskinlerde gunlik doz
50.000 C/kg, cocuklarda ise 80.000-100.000 C/kg'dir. Yan Etkiler / Advers Etkiler: Bazi hastalarda gorulebilen hafif diyare hali genel-
lide tedavinin kesilmesini gerektirmez. Anarilaksi, Urtiker, ates yikselmesi, eklem agnsi, anjiondrotik 6dem, eritema miltiforme ve eks-
folyatif dermatit gibi alerjik reaksiyonlar daha seyrektir ve genellikle paranteral penisilin tedavisi sirasinda gortilenlere oranla daha hafif
seyreder, ilag Etkilesmeleri ve Diger Etkilesmeler: ES zamanl olarak kullanilan antifilgjlstik, antiromatizrmal ve antiprestik ilaclarla
(6zellikle indometasin. fenilbuteson, yilksek doz salsatlar) viicuttan disar atilmanin kompetatif inhlbisyonu dikkate alinmalidir. Kontren-
dikasyonlari: Penisiline asin duyarliligi oldudu bilinen hastalarda kullanilmamalidir. Uyarilar / Onlemler: Tedavi sirasinda alerjik bir du-
rum gorlildiginde ilacin alinmesina son verilmelidir. Staflokoksik enfeksiyonlarin tedavisinde bakteri duyarlilig testleri gerekli olabilir. Ti-
cari Takdim Sekli ve Ambalaj Muhtevasi: Siispansiyonun her élgeginde (5 mL) 400.000 iU veya 750.000 IU fenoksimetilpenisilin ice-

ren 80 mL'lik ambalajlarda. Recete ile satilir.

Biochemie

Lisansi ile
Ruhsat sahibi ve iiretid Daha fazla bilgi igin kurulusumuza basvurunuz
Eczacibasi ilag Pazarlama

|||EC2aC|ba§| Bliyiikdere Cad. 185 80710 Levent, istanbul



COZUMUNUZ

B KTFTtU IV I

YUKSEK KLINIK ETKINLIK*

Onemli enfeksiyonlarda milkemmel klinik basari

HIZLI ETKI YUKSEK TOLERABILITE*
Dusuk yan etki

Semptomlarda hizli dizelme

*YUKSEK FARMAKOKINETIK ETKINLIK 1 /« i n YUKSEK HASTA UYUMU*

Doku-serum konsantrasyonlarinda n Yemeklerden bagimsiz,
mukemmel denge Comishn 125 30 Stansiyon gunde iki defalik basit uygulama

*GENIiS ETKi SPEKTRUMU

influenzae'dan M. pneumoniae'ya kadar

FORMULU: KLACID 250 mg Flimtablet, beher fmtablette 250 mg Klaritromisin; KLACID 500 mg Flimtablet, beher fiimtablette 500 mg klaritromisin; KLACID 125 mg/5mL Oral Siispansiyon Igin GranOl. su lle haziandifiinda behev 5mL'de 125 mg Klaritromisin; KLACID 250 mg/5 mL Oral Siispansiyon icin Grandl, su lle
hazmandlglnda beher 5mL'de 250 mg k\amvomls\n KLACID IV, 10 mL enjeksiyonluk su ile coziindugiinde beher mL 'de 50mg, beher flakonda 500 mg klaritromisin icerir. FARMAKOLOJIK OZELLIKLERI: bir itetlk makre Kimyasal olarak 6-0 metlleritromisin‘dlr. FARMAKOKINETIK:
ral yoldan hizla absorbe edilir. 250 mg'lik klarit mutlak yaklasik % 50'dir. Oral antibiyotik tedavisi gerektiren pedlatrlk hastalarda i i e\de edilen profile paralel ermistir. e
metabollti 14- OH Klaritromisin vucul doku\arma ve sivilarina kolayca dagilir. MIKROB\YOLOJIS\ Klaritromisin, duyarli bakterinin 50S rlbozomal alt tinitelerine baglanarak antibakterlyel etkisini gosterir ve protein sentezini Inhibe eder. Klaritromisin In-vliro olarak bircok aerob ve anaerob gram-pozltif ve gram-negatlf organizmalara
kﬂl§| etkilidir. Ayrica 14-OH k\amrormsln metabollt de k\lmk agidan anlamli antimlkroblyel aktiviteye sahiptir. Beta-laktamaz iretiminin Klarltromlsinln aktlvites! iizerine bir etkisi yoktur. ENDIKASYONLARI: KLACID duyarli organizmalarin sebep oldugu Ust ve Alt Solunum Yolu Enfeksiyonlari ve Deri ve Yumusak Doku
varliginda H. pylorl eradlkasyonunda endlkedir. KONTRENDIKASYONLARI: KLACID makrolldlere karsi bilinen agin hassasligi olan kisilerde kontrendlkedr. Klaritromisln; aritmi, bradlkardl, QT araligi genislemesi, Iskemlk kalp hastaligi, konjestlf kalp yelmezhg\
glbl kardlak anormalliklere veya e\eklmht hozukluk\aﬂna sahlp terfenadin kullanan k\gl\erde kontrendlkedIr. UYARILAR/ONLEMLER: Klaritromisin diger alternatif tedavilerden hicbirinin uygun olmadigi klinik durumlar hari¢ hamilelerde kullanimamalidir. Eger bu ilag alimi esnasinda hamilelik olusursa, hasta, tetusun ugrayacag
potansiyel zararlar konusunda ir yan etki ADVERS ETKILER/ YAN ETKILER: Klinik calismalarda gézlenen yan etkilerin cogunlugu hafif ve gegici tiirde olup, klasik makrolldlere gére gastrolntestinal yan etkilere daha az rastlanmaktadir. Yan etkilerin
cogunlugu gastrolntestinal sistemle alakali olup diyare, kusma, abdominal afin, dispepsl ve bulantrdir. Diger makrolidlerle oldugu gibi klaritromisln ile seyrek olarak karaciger enzimlerinde artis ve sarilikla veya sariliksiz seyreden hepatoselliiler ve/veya kolestatlk hepatlk dislonkslyon rapor edilmistir. ILAG ETKILESVMELERI:
Diger makrolld antibiyotiklerle oldugu gibi, hastalarda sltokrom P450 sistemi Ile metabolize edilen ilalarla birlikte klaritromisin kullanilmasi bu diger ilaglarin serum seviyelerindeki artis ile alakali Olabilir. Klaritromisin ve digoksIn’l birlikte kullanan hastalarda yiikselmis digoksin serum konsantrasyonlari rapor edilmistir.
Makrolldlerin terfenadin metabolizmasina etki ettikleri rapor edilmistir. KULLANIM SEKLI VE DOZU: Enfeksiyonun siddetine gére tavsiye edllen doz yeuskm\erde 7 lla 14 giin siire lle giinde iki kere 250 ila 500 mg, cocuklarda giinde 2 defa 7,5 mg/kg'dir. Cocuklarda maksimum doz giinde iki defa 500 mg'dir. Streptokokal
Infekslyonlarda tedavi siiresi en az 10 giindiir. KLACID ac veya tok karnina alinabilir. DOZ ASIMI In agin miktarlarda alimi g: verebilir. Asiri doza eslik eden allerjlk reaksiyonlar, absorbe edilmemis ilacin uygun ellminasyonu ve destekleyici tedavi ile kontrol altina alinmalidir. SAKLAMA
KOSULLARI: Oda 1sisinda ve kutusunda muhafaza edilr. Isiktan koruyunuz. TICARI TAKDIM SEKILLERI: KLACID 250 mg Flimtablet: Beher tablene 250 mg Iceren 14 blister KLACID 500 mg Flimtablet: Beher tablette 500 mg Iceren 14 blister
KLACID 125 mg/5 mL Siispansiyon: 1750 mg klaritromisin iceren graniiller olarak 70 mL'llk siselerde 5 mL'llk dlcekle beraber, KLACID 250 mg/5 mL Siispansiyon: 2500 mg klaritromisin iceren graniiller olarak 50 mL'lik siselerde 5 mL'llk dlcekle beraber, KLACID IV (50 mg/mL): 30 mL'llk flakonlarda 500 mg klaritromisin ve
laktoblonlk asit iceren llyofilize toz olarak piyasaya sunulmustur. Kasim 1090 KDV dahil Par. Sat. Flati: KLACID 500 mg Flimtablet 4.156.000.-TL, KLACID 250 mg Flimtablet 2.425.000.-TL, KLACID 125 mg/5 mL Stispansiyon 1.813.000.-TL, KLACID 250 mg/5 mL Stispansiyon 1.914.000.-TL, KLACID IV 1.063.000.-TL.
RUHSAT SAHIBI: ABBOTT Laboratuarlan Ith. Ihr. ve Tic. A.S. RUHSAT TARIH VE NO: KLACID 500 mg Flmtablet 26.09.1995 -175/25; KLACID 250 mg Flimtablet 14.10.1992 -162/10; KLACID 125 mg/5 mL Siispansiyon 9.6.1993 - 164/71; KLACID 250 mg/5 mL Siispansiyon 17. 7.1995 - 174/29, KLACID IV 6.12.1995

- 98/37 Racats ila satilir. Ayrintili bilgi icin ABBOTT Laboratuarlart Ith. Ihr. va Tic. A.S. Dr. F. Karim Gokay Cad. No: 31/2 Altunlzads/fitanbul adrssins miiracaat ediniz.
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racksl (Hemihidrat), 1.0 mg Noretisteron Asetat. Endikasyonlan: Kliogest*; strojen eksikiigi yanisira, kink olusmasi riski artmis postmenopozal kadinlarda; kemikteki
i+ igerdigi maddelere karsi bilinen asin duyarliik + Bilinen, siiphelenilen meme kanseri ya da gegmisinde meme kanseri dykiisii olmasi + Bilinen ya da stiphelenilen; dstrojene bagimii neoplazi

olarak progestogen kullaniimaksizin yapilan dstrojen tedavisinin endometrial hiperplazi ve kanser riskini artirdigi gosterilmistir, 8strojen ile tedavi gérmis kadinlarda meme kanseri riski olasiigina

meme kanseri insidansi gdsterilemenistir. Onlemler: Herhangi bir éstrojen tedavisine baslamadan énce hastanin fizik muayenesinin yanisira medikal ve ailesel dykiisiniin detayl

e olan ya da daha 6nce bu tip hastalik gegirmis olan kadinlarda karaciger fonksiyon testleri normale donmenisse, Kliogest* ile tedavi sirasinda diizenli olarak karaciger fonksiyon
sstrojenlere bagi olarak buna benzer bir bozukluk gegirmis olan kadinlarda tedavi sirasinda diizenli olarak plazma pihtilasma testleri yapiimalidir. Antihipertansif tedavi géren,
' kontrol altinda tedavi edilmelidir. Tedavinin ilk birkag ay1 sirasinda kanama veya lekelenme olusabilir. Ancak bunlar genelikle gegicidir ve diyagnostik aspirasyon biyopsisi
mbolik bozukluklar + Sanlik baslamasi + Migren tipi bas agnlannin baslamasi + Ani gérme bozukluklari + Kan basmanda bariz artis. Gebelik ve laktasyon

durumunda Kliogest* kullanimi kontrendikedir. Yan etkiler/Advers etkilen Kliogest* tedavisi sirasinda griilen en énemii yan etki diizensiz kanamalardir

‘ek azalir. Vajinal kanama disinda; %20 oraninda memelerde hassasiyetve %210 oraninda da siskinlik, basagrisi, migren bildirilmistir. Bu gibi belirtiler normalde

artinr. Bu Sstrojenin etkisinin azalmasina yol agabilir. Barbitaratlar, fenitoin, rifampisin ve gibi 1] uyaran ilaglarla etkilestigi

araverilmeksizin kullanilir. Tedaviye tercihen menopoza girdikten bir yil sonra baslanmalidir. Tedaviye uygun olan herhangi bir giinde baslanabilir. Ancak daha

sonra baslanmalidir. Bu aralikl hormon replasman tedavi ajaninin yeni tedavi siklusunun baslatiimasinin planianacagi giin olabilir. Kliogest*; sirekli kullanilacak,

0k dozda Bu tedaviyle aylik adet Ticari takdim sekli ve ambalaj muhtevasi: Kliogest*

takvimli ve gevrimli plastik kutusu icinde 28 tablet icerir. Ruhsatsahibi: Novo Nordfek Saglik Uriinleri Tic. Ltd. Sti. Buyilkdere Cad. Yapi Kredi Plaza B Blok Kat: 9 80620 Levent-Istanbul Ruhsat tarihi ve no: 12.08.1996 99/77 Uretim yeri ve adresj:

TrejrdBk AJS DK-2880 Bagsvaerd - Danimarka KDV dahil PSF. 1.102.143.#|(0/0 7/1996) Regete ile satilir. Daha genis bilgi igin firmamiza basvurunuz.

Novo Nordisk, 54 tlkede, 13.200 calisaniyla, hormonbilimin dnde gelen firmasidir,

~rnet Home Page: http: #/www.novo.dk
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Sp02, which was measured from two separate
regions, continued to be lower than normal in the first
5 minutes after release of the tourniquet and
increased at 10th minute in the patients with CAD
(p<0.05). Sp02 values are shown in Tables V and VI.

Axillary temperature and temperature of medial
malleolus of the lower extremity that tourniquet was
applied remained to be decreased for 10 and 5
minutes after release of the tourniquet respectively in
both groups (p<0.05). Axillary temperature values
and temperature changes in the extremity that

SAP

FnT11l CAD NCAD

Fig. 2 i Diastolic arterial
pressure changes
in the groups.

Bl : Before induction,
Al : After induction
ATI :After tourniquet inflation,

ATD : After tourniquet deflation*

* p<0.05

PUID cap
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tourniquet was applied are shown in Tables VII and
VIIL.

There were no significant changes in K, SGOT,
LDH1, CPK levels and WBC in both groups (p>0.05)
(Tables 1X,X,XI,XII,X1l). CPK-MB increased in both
groups but remained in the physiological range
(p<0.05, Table XIV).
There was no change in
electrocardiograms.

pathological

Fig. 1: Systolic arterial
pressure
changes in the
groups.

Bl : Before induction,

Al : After induction

ATI : After tourniquet inflation,
ATD : After tourniquet deflation

* p<0.05

DAP

mwi NCAD
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MAP
rlimii cad NCAD Fig. 3: Mean arterial
pressure
changes in the
groups.
Bl  : Before induction,
Al : After induction
ATI : After tourniquet inflation,
ATD : After tourniquet deflation
* p<0.05
Fig. 4: Heart rate
changes in
the groups.
Bl : Before induction,
Al : After induction
ATI : After tourniquet inflation,
ATD : After tourniquet deflation
*p<0.05
CVP
EEUD cad Essa NCAD Fig. 5: Central venous
pressure changes
14.00
In the groups.
11.60
9.20
Bl : Before induction,
6.80 Al : After induction
ATI : After tourniquet inflation,
4.40 ATD : After tourniquet deflation*
2.00
* p<0.05
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Table Il. pH values

CAD NCAD*
ATI 7.40+0,06 7.40+0.03
ATD 7.32+0.08@ 7.31+0.03@
10 min ATD 7.33+0.08# 7.31+0.03#
ATI: After tourniquet inflation, ATD: After tourniquet deflation
*p>0.05
@ p<0.05, p<0.01, p<0.001
# p<0.05, p<0.01, p<0.001

Table Ill. pC02 values

CAD NCAD*
ATI 35.87+4.69 33.72+3.54
ATD 44.41+6.79@ 42.17+7.37@
10 min ATD 43.28+7.02# 41.71+7.31#
ATI: After tourniquet inflation, ATD: After tourniquet deflation
*p>0.05
@ p<0.05, p<0.01, p<0.001
# p<0.05, p<0.01, p<0.001

Table IV. ETCO02 values

CAD NCAD*
Al 33.4+1.5 31.5+4.0
ATI 33.6+2.9 33.2+6.4
2 min ATI 30.4+4.5 32.1+4.7
10 min ATI 30.0+1.3 30.4+4.6
20 min ATI 32.5+3.1 31.1+6.2
40 min ATI 31.2+4.4 31.5+6.1
60 min ATI 30.4+3.9 30.9+6.6
80 min ATI 30.9+4.2 31.4+5.4
ATD 36.5+2.9@ 38.3+9.2@
5 min ATD 37.8+6.0# 37.7+7.4#
10 min ATD 37.4+5.3& 36.9+6.9&

Al: After induction
ATI: After tourniquet inflation, ATD: After tourniquet deflation

* p>0.05

@ p<0.05, p<0.01, p<0.001
# p<0.05, p<0.01, p<0.001
& p<0.05, p<0.01, p<0.001
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Table V. Sp02 values obtained from upper extremity (%)

CAD
Bl 98.2+1.4
Al 99.5+0.7
ATI 98.5+1.6
2 min ATI 98.2+1.9
10 min ATI 98.4+2.1
20 min ATI 97.9+2.1
40 min ATI 98.4+1.3
60 min ATI 98.4+1.6
80 min ATI 98.6+1.1
ATD 96.9+3.0@
5 min ATD 96.9+2.4#
10 min ATD 97.6+2.6

Bl: Before induction, Al: After induction

ATI: After tourniquet inflation, ATD: After tourniquet deflation
* p<0.05

@ p<0.05, p<0.01

# p<0.05, p<0.01

Table VI. Sp02 values obtained from the tourniquet applied extremity (%).

CAD
Bl 97.7+2.5
Al 99.3+0.8
ATD 95.6+3.9@
5 min ATD 96.3+2.9#
10 min ATD 98.3+2.1
Bl: Before induction, Al: After induction
ATD: After tourniguet déflation
* p<0.05
@ p<0.05, p<0.01
# p<0.05, p<0.01

Table VII. Axillary temperatures (°C)

CAD
Bl 34.83+0.8
Al 35.03+0.8
ATI 34.89+0.8
2 min ATI 34.73+0.7
10 min ATI 34.51+0.7
20 min ATI 34.52+0.8
40 min ATI 34.31+0.7
60 min ATI 34.18+0.8
80 min ATI 34.15+0.9
ATD 33.62+0.9@
5 min ATD 33.60+1.1#
10 min ATD 33.59+08&
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Bl: Before induction, Al: After induction

ATI: After tourniquet inflation, ATD: After tourniquet deflation
*p>0.05

@ p<0.05, p<0.01

# p<0.05, p<0.01

& p<0.05, p<0.01
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NCAD*

99.7+0.6
99.6+1.2
99.2+1.3
99.0+1.3
98.5+1.5
98.4+1.2.
98.6+1.4
98.8+1.1

99.1+0.9
98.5+1.5
98.4+1.4
98.2+1.2

NCAD*

99.8+0.4
98.8+2.3
98.0+2.1
98.0+1.8
99.1+1.1

NCAD*

34.49+0.5
34.41+1.0
34.45+1.1
34.35+1.0
34.11+0.9
34.80+0.9
34.81+0.9
34.82+0.8
34.00+0.6
33.66+0.8@
33.45+0.8#
33.49+0.9&
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Table VIII. Body temperatures measured from tourniquet applied extremity (°C)

Bl

Al

ATI

ATD

5 min ATD
10 min ATD

Bl: Before induction, Al: After induction

ATI: After tourniquet inflation, ATD: After tourniquet deflation

* 0>0.05
@ p<0.05, p<0.01
# p<0.05, p<0.01

Table IX. Serum K values

Preop

ATI

Postop 4th hour

ATI: After tourniquet inflation
* p>0.05

Table X. Serum SGOT values

Preop
Postop 4th day

* p>0.05

Table XI. Serum LDH1 values

Preop
Postop 4th day

* p>0.05

Table XIl. Serum CPK values

Preop
Postop 4th hour

* >0.05

CAD

33.58+0.6
33.48+1.1.
32.95+1.3
30.94+2.4.@
31.43+2.1#
32.56+1.3

CAD

4.42+0.43
4.30+0.57
4.09+0.51

CAD

26.30+7.46
27.40+6.13

CAD

316.90+62.00
327.40+65.39

CAD

91.50+41.56
86.60+42.29
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NCAD*

33.28+1.3
33.39+1.1
33.32+1.3
29.17+1.4.(5)
31.95+1.2#
33.17+1.5

NCAD*

4.29+0.42
4.17+0.25
4.15+0.39

NCAD*

25.90+6.54
25.50+6.96

NCAD*

305.40+58.97
306.90+50.30

NCAD*

119.20+46.85
101.60+44.80
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Table XIll. WBC values

Preop
ATl

Postop 4th hour

ATI: After tourniquet inflation
*p>0.05

Table XIV. Serum CPK-MB values

Preop
Postop 4th hour

* p>005
@ p<0.05

DISCUSSION

Following deflation of pneumatic tourniquet after the
surgical procedures, an insignificant and temporary
drop in blood pressure occurs. There is also an
increase in heart rate in accordance with the drop in

blood pressure (1).

Tartiere et al(5) reported that significant increases
from the control values were observed in MAP and
systemic vascular resistance (SVR) before release of
the tourniquet, but they decreased thereafter.
Hypotension was not reported. They suggested that
increases in MAP and SVR were due to increased

preload.

Fahmy et al(6) reported that MAP, pulmoner artery
pressure (PAP) and pulmoner capillary wedge
pressure (PCWP) increased in the patients with CAD
during the tourniquet application. They found that
only MAP increased, but PAP and PCWP decreased
in the patients without CAD. They also indicated that
MAP decreased in both groups of the patients
following release of the tourniquet, but PAP remained
unchanged at a high level in the patients with CAD.
They observed myocardial ischemia (ST depression
more than 0.1 mV) in 5 patients with CAD during the
tourniquet application, and myocardial infarction in

one postoperatively.
In our study, DAP and MAP remained high in the

patients with CAD throughout the tourniquet
application. However, SAP. DAP and MAP decreased
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CAD NCAD*
9430.8+310.8 8790.0+2976.1
9620.9+290.7 8870.0+2545.6
9800.8+315.6 9290.0+3150.1

CAD NCAD*
12.50+6.74 15.75+5.79
25.90+6.08(5) 23.30+6.79@

following release of the tourniquet. On the contrary,
no changes in blood pressure were observed in the
group without CAD. CVP decreased in both groups
following release of the tourniquet. Our results were
comparable with those reported in the literature.

Lee et al(1) reported that HR increases after release
of the tourniquet. HR, blood pressure, body
temperature increase progressively due to
sympathetic activation when the duration of
application exceeds 90 minutes (7). It is reported that
HR increases in the patients with CAD during
tourniquet application, and this is more prominent
after releasing (8).

We observed no significant change in HR in the
patients with CAD. It may be attributed to less
sympathetic activation due to shorter application time.
However, a decrease in HR during the application
and an increase after releasing were observed in the
patients without CAD.

The decrease in CVP following release of the
tourniquet caused in no change in blood pressure
because of compansatory increase of HR in the
patients without CAD, whereas this led to a drop in
blood pressure due to absence of compansatory
response in HR in the patients with CAD. Therefore, it
can be suggested that the risk of myocardial ischemia
is thereby increased in such patients, but ischemic
changes were not observed in ECG during this period
in our study.
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Temporary increases in pC02 and ETC02 values
and decreases in arterial blood pH and bicarbonate
levels were reported after release of the tourniquet
(1,2,5,9-11)

Although, Lee et al (1) found that p02 and Sp02
remained unchanged, decreases in p02 and Sp02
were also reported (6). The increase in ETCO02 is
explained as a result of increased oxygen
consumption. We observed that Sp02, which was
measured from two separate regions, continued to be
lower than normal in the first 5 minutes after release
of the tourniquet and increased at 10th minute in the
patients with CAD. This course of Sp02 was
attributed to increased oxygen consumption by Lee et

al(1).

The increase in Sp02 found at 10th minute in our
study can be explained by improvement of circulation
in the extremity due to release of compression on the
vessels. It was reported that central body
temperature decreases during the tourniquet
application and this is more prominent after release of
the tourniquet (12). However, Tetzlaff et al(7) found
that body temperature increases progressively due to
symphatetic activation if the application lasts long.
We did not observe any change in body temperature
throughout the tourniquet application. However,
axillary temperature and temperature of the extremity
that tourniquet was applied remained to be
decreased for 10 and 5 minutes after release of the
tourniquet respectively. This can be explained by the
following: 1) the cooling effect of sequestered blood
in the ischemic extremity, 2) cooling of systemic
blood by perfusing the ischemic extremity, 3)
transcutaneous heat loss due to reflex vasodilatation
after release of the tourniquet.

Temperature of the extremity began to increase ten
minutes later. Myocardial oxygen consumption
increases as a result of Increases in PCWP,
peripheral resistance and HR during the tourniquet
application (8). Increased PCWP may be a sign of
inadequate myocard contractility in the patients with
CAD. Tolerance of the patients with CAD to the
metabolic and hemodynamic effects of tourniquet
application is different from that of patients without
CAD. Arterial blood pressure may increase in both
groups of the patients. However, those with
preexisting CAD sustain increases in ventricular filling
pressures, while those without cardiovascular
disease sustain decreases (6). Moreover hypotension
following release of the tourniquet may worsen
myocardial ischemia by altering coronary blood
circulation.
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In conclusion; tourniquet application may lead to
various hemodynamic and metabolic changes. The
patients with CAD are more prone and can be
particularly effected by these changes. Therefore
monitorization including pulmonary artery
catheterization and ST segment analysis is required
to prevent possible complications related to the

tourniquet application.
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