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Shock is, as before, among one of the most serious pathologic states threatening patient’s life in
spite of considerable progress in its treatment in the recent ten years (1, 2, 13).

The immediate causes of shock may be a dicrease of cardiac output, increase of volume of
vascular bed or interaction of them both. Dicrease of cardiac output may result from defective heart
ability to contract or dicrease venous blood flow to the heart (3, 7, 15).

Dicrease of stroke volume and cardiac output result in defective blood flow through all tissues
and lead to metabolic acidosis, whose intensity is decisive for prognosis (4, 7, 15, 16).

Goals

The goal of the study was a retrospective analysis of causes, frequency of
occurrence and clinical course of shock in patients hospitalized during ten-year
period in the clinic of internal diseases.

PATIENTS AND METHODS

In the General Clinic of Internal Discases, the Medical Academy in Lublin 11442 patients where
hospitalized in the years 1979—1988. 519 patients (3%) developed shock: among them there were 239
men and 280 women, age range, 23 to 98 years, with a mean age of 71.

Shock diagnosis was based on generally accepted criteria.

As a rule patients in shock were treated in intensive care units in the clinic. The applied treatment
was compatible with generally accepted principles (6, 9, 12).
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Fig. 3. Meau values ot urea in patients with difterent types ot shock treated in department of Internal
Diseases Medical Academy in the years 1979—1988
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Fig. 4. Mean values of haematocrit in patients with different types of shock treated in department of

Internal Diseases Medical Academy in the years 1979—1988

7.6, mean 4.5 mEq/l. Shock developed in 519 patients (3.0%) who were
hospitalized, 20 patients (3.9%) survived (16 men and 4 women) 499 patients

(96.1%) died.

From among the group of 207 patients in cardiogenic shock 17 patients
(8,2%) survived, including patients with acute myocardial infarction.
Among the group of 744 patients with acute myocardial infarction who were
hospitalized during the discussed period 97 (13.0%) developed shock. Shock
resulted from the anterior wall infarction in 48 cases (49.5%), from the inferior
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wall infarction in 31 cases (31.9%), from apical infarction in 15 cases (15.5%),
and from lateral wall infarction in 3 cases (3.1%) cases.

Myocardial infarction developed for the first time in life in 67 patients
(69.1%) and in 30 patients (30.9%) was a subsequent one.

Among the patients in shock caused by myocardial infarction in 37 (38.3%)
cases shock was the first infarction symptom, i.e. it occurred as a shocking form
of infarction, while in 60 patients (61.7%) is developed later.

Death rate in cardiogenic shock was 91.8%. If shock resulted from
myocardial infarction then it was 88.7% ’

Metabolic shock gave 83.4% mortality, 1 patient (16.6%) with thyrotoxicosis
was cured.

From among 52 patients in oligovolaemic shock 2 patients (1,9%) survived.
In one patient shock was caused by accute pancreatitis in the course of
cholelithiasis and in the other patient by acute infectious inflammation of the
intestines. Death rate in this shock type was 98.1%

Treatment failed in all patients in septic shock type, in the shock following
generalized artheromatosis, and in the group of patients in other shock type.

To sum up, retrospective analysis proved that shock developed in 3.0% of
patients, 20 patients (3.9%) were cured. Total death rate in shock was over 90%.
The lowest was noticed in myocardial infarction shock (88.7%) and the highest
(100%) in shock caused by generalized artheromatosis, septic, metabolic, and the
one resulting from chronic diseases of the kidneys, liver, collagenoses, and
neoplasm.

COMMENT

In the accessible literature we have not come across papers treating
simultaneously various types of shock that occur in the clinic of internal diseases,
hence the comparison of our results to the others was not possible on the whole.
Yet, there are many publications concerning cardiogenic shock.

Zochowski et al. (17) analyzed cases of cardiogenic shock in the course
of myocardial infarction. Death rate among the patients was closer to the one
observed by us and was 91%. Prognosis was considerably worsened by the
disorders of the heart rhythm found in over 67% of cases, which was as well
found in our material. However, the frequency of shock occurrence was not
influenced by localization of myocardial infarction and the time when hos-
pitalization of patients with myocardial infarction was begun.

Chlebus et al. (5) in their discussion of occurrence and prognostic
importance of myocardial infarction complications state that cardiogenic shock
had 84% death rate among men and 100% among women. In our studies we
observed similar values.
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The study by Korewicki et al. (10) may also be quoted to underline the
role of the heart rhythm disorders in worsening prognosis for patients in
cardiogenic shock.

In our patients prognosis in shock following myocardial infarction was
worsened by: pulmonary oedma, disorders of the heart rhythm or disorders of
the transmission of stimuli (especially ventricular fibrillation), past myocardial
infarction, advanced age and female sex. The mortality percentage among
patients with shock caused by myocardial infarction is closer to the one observed
by other authors (2, 12, 13).

Mortality in cardiogenic shock following accute myocardial infarction was
found in our studies lower than in cases of shock caused by other factors than
infarction. This may be due to the creation of intensive care medical centres
giving treatment first of all to the patients with accute myocardial infarction.
Hemodynamic bed-side monitoring (taking such parameters as left and right
ventricular filling pressure, arteriography, measuring heart output by ther-
modilucive method), two-dimentional echocardiography of the heart, coronary
and aortal angioplasty, intra-aortal contrapulsation belong to modern diagnos-
tic and therapeutic methods applied in some cardiological centres in treatment of
myocardial infarction and shock highten prognosis to a certain extent (2, 6, 9);
unfortunatelly, in many centres they are inaccessible.

Higher mortality caused by other types of shock than cardiogenic may be
explained by often generalized and chronic character of sub finem vitea diseases
which have led to the shock, which is not rare.

In recently quoted publications on cardiogenic shock mainly, we meet reports
about lower than observed by us mortality. Yet these studies concern patients
hospitalized in recent years and the result is determined by the entrance of new
diagnostic and therapeutic methods. Perhaps relatively high mortality observed
by us in comparison with other authors in due to long retrospective period
studied in comparison with the development of treatment methods is subsequent
years.

The present study attempted at the evaluation for prognostic reasons of such
parameters as: age, hematocrit, concentration of urea and potassium in the blood
plasma of patiens in different types of shock.

To the oldest belonged the patients with shock in the course of generalized
artheriomatosis, the youngest were in septic and cardiogenic shock. The mean
age of patients in shock caused by generalized artheromatosis was signifi-
cantly higher in comparison with the group in cardiogenic shock, oligovolaemic,
and other types of shock. Thus the advanced age was the factor worsening
prognosis.

Hematocrit values were characteristically significantly higher in patients with
cardiogenic shock and shock following generalized artheromatosis in compari-
son to oligovolaemic shock and the group in other types of shock (Fig. 4). Thus
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hematocrit may have a certain importance in treating patients in-shock and for
prognosis, for which there are also data in other publications (8).

The highest mean values of urea in the blood plasma were found with patients
in shock following metabolic diseases, and the lowest in case of cardiogenic
shock. The difference was highly significant statistically (Fig. 3). This may be the
evidence for usually normal kidneys function prior to cardiogenic shock; and the
evaluation of higher urea values in metabolic shock should be more careful as
they may result from other than kidney damage.

Concentration of potassium in the blood plasma within all groups of patients
in shock presented normal limits.

The analysis of patients in various type of shock during many-year period
allows the statement that shock in the clinic of internal diseases is still a serious
complication of many diseases, burdened with high mortality.

Conclusions

1. Shock in the clinic of internal diseases is a serious complication that occurs
in about 3% of hospitalized patients.

2. Mortality in shock is very high as it ranges from 88% to 100% depending
on the basic disease,

3. Cardiogenic shock was the most frequently observed type, then sub-
sequently come oligovolemic, metabolic, septic and shock caused by other
reasons such as: neoplasm, chronic diseases of the kidneys and liver, and
collagenoses.

4. Prognosis in shock is worsened by advanced age, subsequent myocardial
infarction, disorders of the heart rhythm, pulmonary oedema as well as female
sex.

5. Results of shock treatment depend on the type of the disease and the time
when the treatment was instituted.

6. Evaluation of hematocrit and concentration of urea in the blood plasma
may be useful in treatment and prognosis of shock.

REFERENCES

1. Aleksandrow-Wysznacka W.: O postegpach w leczeniu wstrzasu kardiogennego: uwagi na
marginesie. Kard. Pol. 37 (7), 409, 1988.

2. Ayres S. M.: The Prevention and Treatment of Shock in Acute Myocardial Infarction. Chest
93 (1), 17, 1988.

3. Balakumaran K., Hugenholtz P. G.: Cardiogenic Shock. Current Concepts in Manage-
ment. Practical Therapeutics 32, 372, 1986. )

4. Ceremuzynski L. Wstrzas sercowopochodny. [in:] Post¢py kardiologii. Warszawa 1987, 66.



Shock in Patients Treated in the General Clinic... 141

5. Chlebus H.,Chlewickal, RaczyrskiJ.: Wystgpowanie i znaczenie rokownicze powiklan
zawalu serca. Kard. Pol. 23 (1), 935, 1980

6. Czarnecki W.: Farmakoterapia wstrzasu kardiogennego i ostrej niewydolnosci krazenia
w oparciu o przyldzkowe monitorowanie hemodynamiczne. Kard. Pol. 31 (7), 439, 1988.

7. Czarnecki W.: Zasady hemodynamiczne terapii wstrzasu kardiogennego i ostrej niewydol-
nosci krazenia. Kard. Pol. 31 (7), 428, 1988.

8. Giec L., Mandecki T.: Choroby serca i naczynn krwionosnych. [in:] Choroby wewnetrzne,
Eds. F. Kokot, PZWL, Warszawa 1986.

9. Hager W. D, Katz A. M.: Management of Shock in Acute Myocardial Infarction: Changing
Concepts, Past, Present and Future. Cardiology 74, 286, 1987.

10. Korewicki J. et al.: Rokowanie u chorych z przebytym migotaniem komor w przebiegu
swiezego zawalu serca. Kard. Pol. 26 (7), 585, 1983.

11. Piszczek I. et al.. Wartos¢ badania echokardiograficznego w ustaleniu etiologii wstrzasu
kardiogennego. Korelacje kliniczno-echokardiograficzne. Kard. Pol. 31 (7), 418, 1988.

12. Poleszak J, Bielak J.: Postgpowanie i wyniki leczenia we wstrzasie zawatowym. Wiad. Lek.
29, 5, 1976.

13. Rudowski W., Scharf R.: Wstrzas. [in:] Intensywna terapia. Eds. W. Jurczyk, Z. Rondio,
PZWL, Warszawa 1984.

14. Sadowski Z. et al.: Wyniki zastosowania wewnatrzaortalnej przeciwpulsacji w leczeniu
wstrzasu zawalowego. Kard. Pol. 31 (7), 411, 1988.

15. Schreiber T. L., Miller D. H, Zola B.: Management of Myocardial Infarction Shock:
Current Status. Am. Heart J., 117 (2), 435, 1989.

16. ThijsL. G., Groeneveld A. B. J.: Peripheral Circulation in Septic Shock. ACP 2, 203, 1988.

17. Zochowski R.J. et al.: Analiza 57 przypadkdw wstrzasu kardiogennego w przebiegu swieze-
go zawalu serca. Kard. Pol. 24 (4), 259, 1981.

Otrzymano 1989.10.27.

STRESZCZENIE

Przeprowadzono retrospektywna analize przyczyn, czgstosci wystgpowania oraz wynikéw
leczenia wstrzasu u chorych hospitalizowanych w Klinice Choréb Wewngtrznych w okresie 10 lat.
Wyodrebniono nastgpujace postacie wstrzasu: kardiogenny, w nastgpstwie uogolnionego procesu
miazdzycowego, oligowolemiczny, metaboliczny, septyczny oraz w nastepstwie innych choréb.

Wstrzas rozwinat si¢ u 519 chorych (3,0%), w tym u 239 me¢zczyzn i 280 kobiet w wieku 23—98
lat, srednio 71 lat. Wstrzas kardiogenny stwierdzono u 207 chorych (39,9%). Najczestsza jego
przyczyna byl swiezy zawal serca. U pozostatych chorych przyczynami wstrzasu kardiogennego byly:
kraricowa niewydolnosé krazenia, zaburzenia rytmu serca, wady zastawkowe serca, zator tetnicy
plucnej i kardiomiopatie. Smiertelno$é u wszystkich hospitalizowanych chorych wynosita ponad
90%. Najnizszg zanotowano we wstrzgsie zawatowym (88,7%), w pozostalych postaciach smiertel-
nos¢ byla wyzsza.

Z przeprowadzonej analizy wynika, ze wstrzas jest cigzkim powiklaniem wielu schorzen
internistycznych. Wyniki leczenia zaleza od rodzaju choroby i czasu rozpoczgcia leczenia.
Rokowanie pogarszaja: podeszly wiek, kolejny zawat serca, zaburzenia rytmu serca, obrzgk ptuc.
pleé¢ zenska.
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PE3IOME

B HacTosine# paboTe NoABEPrHyTO pETPOCHEKTHBHOMY aHAJIK3Y IPHYHHBI, YACTOTY PAa3BHTHS,
a TaKXe pe3yJbTaThl JICYEHHUS LIOKa Y OOJIbHBIX [OCIUTAM3UPOBAHHBIX B KIMHUKE BHYTPEHHHX
bonesneii B nepuon 10 net. BoiaeneHst cienyiowue BUALI LIOKA: KAPAHOTEHHOTO, B pe3yJbTaTe
reHEPAIM30BAHHOIO ATEPOCKIEPOTHYECKOrO NPOLIECCa, OJIMIOBOIEMHYECKOro, MeTabonnyeckoro,
CENTHYECKOro, a TaKXe B pe3yabTaTe APYrux 3aboseBaHui.

Mok pa3ewics y 519 6oabnbIX (3,0%), cpenun HEX y 239 Myx4uH, u y 280 KeHIIMH, B BO3pacTe
23—98 ner, T.e. cpennuit Bospact 71 roa. KapauoreHHeidi wok Obu1 BbisiBaeH ¥ 207 GosbHBIX
(39,9%). Camoii yacTo#t npu4HHOMN ero ObLT CBeXHH HHPApKT MHOKapAa. ¥ OCTaJIbHBIX OOJIbHBIX
MPUYMHAMM KapAMOr€HHOro 110Ka OBLIH: Npeae/bHas HENOCTATOYHOCTh KPOBOOOpalleHus, Ha-
pPYIIECHHAS pUTMa CepAla, KJANdHHBIA NMOPOK cepAua, SMOOIMA JIETOYHOH apTepHHd M Kapauo-
MuonaTus. CMEPTHOCTb FOCTIMTAIM3HPOBAHHBIX OOJLHBIX paBHslack Oonee 90%. Camas Hu3kas
oTMeueHa npy uHMapkTHBIX mokax (88,7%), npu ocTajibHBIX HopMax CMEPTHOCThL Obina BBILIE.

W3 npoBemeHHBIX HUCCIENOBAHHN BHOHO, YTO INOK SBJIAETCH TSKEIBIM OCIOXHEHHEM
60onbILIMHCTBA TepaneBTUYECKUX 3aboieBaHuil. Pe3ynbTaThl ieueHUs 3aBUCAT OT BUAA 3a001eBaHud
U BpPEMCHH Hauajga jeucHus. [IporHo3 yxyAwarloT: MOXWIOH BO3pacT, KaXAbIA CleAYHOUIHit
HHbapKT MUOKapIa, HAPYLIEHHE PHTMA CEPALA, OTEK JIETKUX, XEHCKHH TOJI. ’



