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ABSTRACT

INTRODUCTION Better prognostic classification of patients who
are severely injured or in critical condition has been associated with
reduced case fatality from traumatic brain injury.

OBJECTIVE Determine the value of admission results (clinical, lab-
oratory and imaging) and severity scales, for predicting mortality in
traumatic brain injury patients.

METHODS A cross-sectional study of traumatic brain injury patients
was conducted at the Sancti Spiritus Provincial General Teaching
Hospital in 2009 and 2010; the study population included all 16 trau-
matic brain injury patients who died during the period, plus 31 who
survived to discharge. The following independent variables were
used: Glasgow Coma Scale, Glasgow Coma Scale motor score,
pupil reaction to light, blood glucose, respiratory distress, systolic
blood pressure, hemoglobin, and lesions detectable on cranial com-
puted tomography. Associations between independent and depen-
dent variables (death or survival to discharge) were analyzed using
the chi-square test and, for cells with expected values of <5, the
Fisher exact test. Odds ratios and 95% confidence intervals were
calculated.

INTRODUCTION

Globally, traumatic brain injury (TBI) is one of the main causes of
death and permanent disability in young adults,[1] and is respon-
sible for almost half the deaths from multiple trauma and 60% of
accidental deaths.[2] In Cuba, unintentional injuries were the fifth
cause of death in 2011.[3]

Since 1970, international efforts have been made to develop
tools that are easy to use and interpret in order to predict vital
status of TBI patients on hospital separation.[4] The Glasgow
Coma Score (GCS), and APACHE |, Il, and Ill, are mortality pre-
diction models used to assess risk in TBI patients in intensive
care units. These models are being reviewed and updated con-
tinually and include many clinical and laboratory parameters.
Moreover, several complementary tests—such as hemoglobin,
blood glucose, cranial computed tomography (CT) and magnetic
resonance imaging, electrolyte panel and coagulation profile—
have been suggested to predict poor immediate and longer-term
prognosis.[4,5]

The most recent evidence of such associations was contributed
by analyses of the IMPACT (International Mission for Prognosis
and Clinical Trial) and CRASH Trial (Corticosteroids Randomized
after Significant Head Injury) databases, from European and US
multicenter studies, respectively.[6,7] They confirmed the asso-
ciation of low GCS scores, absence of pupil reaction, hyperglyce-
mia and certain trauma mechanisms with poor prognosis.[8] Such
progress in formulating accurate prognostic methods, derived
from analyzing associations between particular parameters and
mortality, can inform treatment decisions by classifying patients
by risk. Their utility has been demonstrated by lower death rates
following their introduction in various contexts.[9]

RESULTS Of 47 patients, 20 (42.6%) were aged >60 years and 32
(68.1%) were male. Parameters associated with higher mortality
identified were: Glasgow Coma Scale score <8 (OR 47.25, 95% ClI
6.26—483.3, p <0.001) and Glasgow Coma Scale motor score <3 (OR
28.00, 95% Cl 4.20-220.2, p <0.001); absence of pupil reaction (OR =
8.40, 95% CI 1.20-73.35, p <0.001), respiratory distress (OR = 47.25,
95% Cl 1.85-85.92, p <0.0014), blood glucose >8.8 mmol/L (OR =
7.26, Cl 1.28-46.18, p <0.001), subdural hematoma (OR 20.25, 95%
Cl 3.55-136.65, p <0.001) and multiple injuries detected by cranial
computed tomography (OR = 29.25, 95% Cl 4.64-228.43, p <0.001).

CONCLUSIONS The study confirmed value in Sancti Spiritus Prov-
ince of the following for predicting mortality in head injury patients:
Glasgow Coma Scale score <8, Glasgow Coma Scale motor score
<3, blood glucose >8.8 mmol/L, absence of pupil reaction to light,
respiratory distress, and presence of multiple injuries detected in cra-
nial computed tomography. No prognostic value was demonstrated
for low hemoglobin values or abnormal blood pressure.

KEYWORDS Traumatic brain injury, prognosis, coma, Glasgow
Coma Scale, brain injuries, head injuries, head trauma, trauma sever-
ity indices, injury severity score, Cuba

However, the main prognostic methods were created using data
from patients in high-income countries.[6,7] These are applied to
estimate risk in patients from low- and middle-income countries
(Cuba in the latter group), assuming the same results for all, with-
out considering differences in their health care systems and pos-
sible variation in service quality or accessibility.[7]

Cuban researchers who have addressed this issue at the nation-
al level found the following factors predictive of higher mortal-
ity: blood hypotension, GCS <8 points on admission, extradural
hematomas and other injuries detected on cranial CT and evoked
potentials.[10,11] Given the slight differences between interna-
tional findings and national findings in Cuba, we wanted to confirm
predictors at the provincial level in our province of Sancti Spiritus.

Between 75 and 85 TBI patients are admitted annually to the
Sancti Spiritus Provincial General Teaching Hospital, with an
average of 8 deaths, a case fatality close to 10% (hospital admin-
istration data). On admission, among the data recorded, only
GCS and detectable injuries in cranial CT are used as prognostic
elements. Since international reports suggest that identifying new
prognostic indicators of mortality can enable targeted therapy
and hence reduce mortality,[9] the objective of this study was to
consider a broader range of admission results (clinical, laboratory
and imaging) and severity scales and determine their value for
predicting mortality in traumatic brain injury patients in the provin-
cial hospital in Sancti Spiritus Province.

METHODS

A case-control study was carried out using data for TBI patients
admitted to the provincial hospital from January 2009 through
December 2010 (154 patients). To identify the association of
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clinical, laboratory and imaging results and severity scales with
mortality, patients admitted with TBI diagnosis were considered
suitable for inclusion in the study. Four forensic medicine patients
(whose injuries were related to ungoing civil civil or criminal pro-
ceedings) were excluded, as were 51 with incomplete data (27
were missing blood glucose results, 35 CT, and 11 both).

Data for all 16 deceased patients were used and 2 controls select-
ed for each from among patients discharged alive, using random
number tables. One control was excluded due to loss of data after
the sample was defined, leaving a final sample of 47.

TBI prognosis was defined as poor if death occurred during hos-
pitalization at the provincial hospital or good if he or she survived
to discharge.

Variables recorded included:

» demographics—age (by group: <30, 31-40, 41-50, 51-60,
61-70, 71-80 and >80 years) and sex;

* clinical indicators of severity—GCS <8 points (severe trau-
ma),[12] GCS motor (GCSM) score <3,[13] and absence of
pupil reaction to light;[8]

» secondary conditions—respiratory distress (requiring mechani-
cal ventilation, respiratory frequency 20/min, or PCO, >45
mmHg[14] and systolic blood pressure (<120 mmHg and =150
mmHg, respectively), hypothesized as possible predictors of
poor prognosis);[15]

* biochemical variables—hemoglobin (<100g/L)[16] and blood
glucose (>8.8 mmol/L or 160 mg/dl);[17] considered possible
predictors; and

« detectable injuries on cranial CT—midline deviation, brain ede-
ma, herniation, contusion, subarachnoid hemorrhage, subdural
hematoma and multiple injuries.[18]

All values reported refer to first determination on day of

admission.

Data were analyzed using the Statcalc program. The chi-square
test was used to determine association between variables at
admission and vital status on hospital separation and, when any
cell had an expected value of <5, the Fisher exact test was used.
A p value of 0.05 was used as the significance threshold for both
tests. To assess association strength, odds ratios were calcu-
lated with 95% confidence intervals (Cl).

All data were obtained from clinical records and patient names
were not used for information collection. The study was approved
by the provincial hospital ethics committee.

RESULTS

Cases were older than controls; mean age in those who suc-
cumbed was 58.8 years, versus 48.7 years in those who survived.
There was no clear trend in mortality by age. Male sex predomi-
nated in both cases and controls.

No significant differences in mortality were found between the
sexes. Average age of deceased women was higher than that of
female survivors (73.3 years vs. 52.3 years, respectively), and
both groups were older than their male counterparts (Table 1).

Table 2 shows distribution of outcomes by hypothesized prognos-
tic factors. The parameters most strongly associated with mortal-
ity were GCS <8 (OR 47.25, Cl 6.26—483.3), absent pupil reaction

Table 1: Patient outcome by age group and sex (n = 47)

- Deceased Alive
Variable (n =16) (n=31)
No. (%) No. (%)

<30 3(33.3) 6 (66.7)

31-40 0(0.0) 7 (100.0)

41-50 3(37.5) 5 (62.5)

Age 51-60 2 (50.0) 2(50.0)

(years)

61-70 3(33.3) 6 (66.7)

71-80 2 (50.0) 2 (50.0)

>80 3 (50.0) 3 (50.0)

I 1 7

[Mean age (years)] | [Mean age (years)]

10 (31.3 22 (68.8

Sox Male ([5o.o} ([47.2%

Female 6 (40.0) 9 (60.0)

[73.3] [52.3]

Table 2: Outcome by hypothesized prognostic factor on admission

Vital status on hospital separation

Factor Deceased Alive P

(n=16) | (n=31) Cl (95%)

No. (%) | No. (%) Vel
GCS <8 14 (77.8) 4(22.2) 47.25 6.26-483.3 <0.001
GCS motor <3 12 (80.0) 3(20.0) 28.00 4.41-220.2 <0.001
Absence of 13(81.3) 3(18.8) 4044 577-374.7 <0.001
pupil reaction
RESHITEE 14 (53.8) 12(46.2) 11.08 1.85-85.92 0.0014
distress
Systolic pressure
<120 mtig 5(33.3) 10(66.7) 095 021-4.16 0.8
Systolic pressure
2150 mimto 4(80.0) 1(20.0) 10.00 0.88-261.6  0.07
Hemoglobin
<100 oL 3(42.9) 4(57.1) 156 0.23-1017 09
Blood glucose
8.8 ol 7(70.0) 3(30.0) 7.26 1.28-46.18 <0.001
Subdural 12 (75.0) 4 (25.0) 20.25 355-13665 <0.001
hematoma
Multiple lesions 15 75 5) 4 (235) 29.25 4.64-228.43 <0.001
in cranial CT

CT: computed tomography GCS: Glasgow Coma Scale

(OR 40.44, CI 5.77-374.7) and multiple lesions on cranial CT
(29.25, Cl 4.64-228.43). Statistically significant but less strong
associations were also found for blood glucose =8.8 mmol/L,
GCSM <3, respiratory distress and subdural hematoma. Hemo-
globin and systolic blood pressure were not significantly associ-
ated with poor prognosis.

Twenty-nine patients (61.7%) had detectable lesions on CT; of
these 16 died and 13 were discharged alive. The most frequent
lesions found were: brain contusion, 18 patients (11 deceased, 7
alive); subdural hematoma, 16 patients (12 deceased, 4 alive) and
brain edema, 13 patients (9 deceased, 4 alive). Multiple lesions
were found in 17 patients (13 deceased, 4 alive). The 6 patients
with subarachnoid hemorrhage (12.8%) died.

All 11 patients with both nonreactive pupils and GCS <8 died;
in contrast, of 31 patients with neither of these findings, only 2
(6.5%) died.
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DISCUSSION

We did not observe a steep increase in mortality as patient age
increased, as has been seen in other studies; two inflection
points have been described: one around age 30 and after age 55
years,[19,20] but these findings are not universal.[20] Our sample
size was too small to be informative on this point.

It has been suggested that hormonally active women who suffer trau-
matic brain injury have better prognosis than men due to high circu-
lating estrogen and progesterone levels that reduce brain edema.
Estrogen and progesterone have even been used as treatment,[21]
although the practice is controversial.[22,23] The difference in mor-
tality by sex in our sample was not significant, perhaps because the
average age of women in our study placed them in post menopause,
in which estrogen and progesterone levels have diminished.

The sex difference in mortality was least in the oldest groups,
when any putative residual effect of female hormones would have
disappeared. Thus, age may have acted as a confounder, making
it difficulti—based on these data—to weigh in on discussion about
whether differential treatment for men and women is indicated, as
suggested by some authors.[21,22]

Our findings that low GCS and GCSM conferred poor prognosis
have been reported previously,[23] and coincide with Cuban nation-
al results.[10,11] Current debate centers on comparing reliability of
these parameters for inclusion in prediction models, as in CRASH
and IMPACT; these included GCS but not GCSM, because of the
former’s greater association with mortality.[11,12] We agree with
those who suggest that inability to collect information on GCSM’s
vocal component in patients who are sedated or connected to ven-
tilation equipment may affect its usefulness.[12,24] Also, if the effect
size is small, the problem of small sample size in our study (and
others) resulting in a larger margin of error is compounded.[25]

There is consensus that absence of pupil reaction to light pre-
dicts poor outcome and it has been included in several prognostic
models.[7,8] Recently, it was reported that its predictive power
increases when associated with other variables that also predict
risk of death in TBI patients.[26] In our sample, it showed a lesser
association with poor prognosis than did GCS, but Cls for both
were very wide and overlapped.

Although respiratory distress on admission showed strong associ-
ation with death in our sample, the Cl was wide and the true effect
on risk could be less than twofold. Thus, it has not been consid-
ered a candidate for prognostic models.[7,8] In our sample, >30%
of those discharged alive had respiratory distress on admission.
Although it may not be a strong prognostic factor, it does indicate
secondary damage and thus is important to consider in clinical
management of these patients.[14]

Both extremes of blood pressure: hypertension and hypotension,
have been associated with poor prognosis, although the IMPACT
study describes such a negligible relation that it disappears after
adjustment for the effects of other factors.[15] Our results show
no evidence relating either of these to risk of death, in contrast to
national findings on this variable.[10,11]

Low hemoglobin values are hypothesized to confer poor prog-
nosis because of reduced brain perfusion,[27] but recently the
IMPACT study[8] also found that excessively high hemoglobin

levels actually worsened prognosis. In our study we did not find
evidence supporting either conclusion. Our findings are consistent
with the evidence suggesting that TBI patients can tolerate low
hemoglobin values without great tissue damage.[28]

We defined hyperglycemia as blood glucose =8.8 mmol/L for com-
parability with other studies; however, for clinical purposes blood
glucose of 27.4 mmol/L is considered hyperglycemia, and all our
deceased patients were among the 21 who, by the latter definition,
were hyperglycemic on admission; in contrast, no patients died who
were normoglycemic by that definition. We concur with authors who
recommend strict control of hyperglycemia and find it relates to poor
prognosis.[17] Future studies should be carried out in Cuba, with a
larger number of patients to study persistent hyperglycemia, which
has been described as having a stronger association with outcome
than hyperglycemia on admision.[17,29]

Clinical-demographic parameters have been reported to be more
strongly associated with mortality than are CT findings and thus
have been used in predicting patient vital status on hospital sepa-
ration.[30,31] Our point estimates suggest support for these find-
ings, but should be interpreted with caution because of the wide
Cls resulting from small sample size. In our study, all deceased
patients had lesions detectable on cranial CT, an unusual find-
ing, even compared with studies done using more sensitive imag-
ing techniques, such as magnetic resonance imaging;[31,32] this
may reflect a difference in distribution of severity between these
series and ours.

The higher mortality among patients with subarachnoid hemor-
rhage in our sample has been described in another series of cases,
where intracranial hemorrhages (subdural hematoma and contu-
sions) were associated with worse prognosis, with a stronger asso-
ciation for subdural hematoma than for other types of lesion.[31]

The high frequency of patients with CT-detectable lesions in our
study could be due to sample design, since many patients without
CT scans were excluded. Missing data—mainly laboratory tests—
also led to exclusion of many patients.

This resulted in a small sample size, the study’s greatest limitation,
which also may have created a selection bias in favor of patients
with more severe injuries, since mild TBI patients had shorter hospi-
tal stays and were less likely to have all the laboratory tests required
for the study. Such a bias has been reported by a US panel that
reviewed clinical practice guidelines for management of patients with
mild traumatic brain injury.[33] It should be noted that some studies
reviewed were specifically of patients with mild TBI.[18,30,31]

This small sample size creates broad Cls that overlap for all statis-
tically significant variables. Nevertheless, we found several asso-
ciations that have been observed in much larger studies; having
found these associations with a reduced sample size should be
considered supporting evidence.

CONCLUSIONS

The prognostic value for mortality of low GCS and GCSM scores,
absence of pupil reaction to light, respiratory distress, blood glu-
cose >8.8 mmol/L, and detectable lesions on CT scan was con-
firmed by this study of patients with TBI in Sancti Spiritus Province.
The prognostic value of low hemoglobin and extremes of systolic
blood pressure could not be confirmed. M-

32 Peer Reviewed

MEDICC Review, July 2013, Vol 15, No 3



Lessons from the Field

REFERENCES

1.

Corrigan JD, Selassie AW, Orman JA. The epide-
miology of traumatic brain injury. J Head Trauma
Rehabil. 2010 Mar—Apr;25(2):72-80.

Kissinger DB. Traumatic brain injury and employ-
ment outcomes: Integration of the working alli-
ance model. Work. 2008;31(3):309-17.

Anuario Nacional de Estadisticas 2011.
Havana: Ministry of Public Health (CU); 2012.
p 31. Spanish.

Boto GR, Gémez PA, de la Cruz J, Lobato
RD. Factores prondsticos en el trauma cra-
neoencefalico grave. Neurocirugia. 2004 Apr—
May;15(3):233-47. Spanish.

Cho DY, Wang YC. Comparison of the APACHE
Ill, APACHE Il and Glasgow Coma Scale in
acute head injury for prediction of mortality and
functional outcome. Intensive Care Med. 1997
Jan;23(1):77-84.

Cook SF, Visscher WA, Hobbs CL, Williams RL;
Project IMPACT Clinical Implementation Com-
mittee. Project IMPACT: Results from a Pilot
Validity Study of a New Observational Database.
Crit Care Med. 2002 Dec;30(12):2765-70.

MRC CRASH Trial Collaborators, Perel P, Aran-
go M, Calyton T, Edwards P, Komolafe E, et al.
Predicting outcome after traumatic brain injury:
practical prognostic models based on large
cohort of international patients. BMJ. 2008 Feb
23;336(7641):425-9.

Steyerberg EW, Mushkudiani N, Perel P, Butcher
I, Lu J. McHugh GS, et al. Predicting outcome
after traumatic brain injury: development and
International validation of prognostic scores
based on admission characteristics. PLoS Med.
2008 Aug 5;5(8):e165.

Saatman KE, Duhaime AC, Bullock R, Maas Al,
Valadka A, Manley GT, et al. Classification of
Traumatic Brain Injury for Targeted Therapies. J
Neurotrauma. 2008 Jul;25(7):719-38.

Quintanal N, Felipe A, Tapanes A, Rodri-

guez N, Cafizares C, Prince J. Trau-
matismo  craneoencefdlico:  estudio de
cinco afios. Rev Cub Med Mil [Internet].

2006 Jun [cited 2012 Oct 9];35(2). Avail-
able from:  http://scielo.sld.cu/scielo.php
?script=sci_arttext&pid=S0138-655720060
00200003&Ing=es. Spanish.

Garcia A, Pérez AR, Gutiérrez L, Leén M, San-
tamaria SDJ, Bestard LA. Comportamiento de
factores pronosticos clinicos y demograficos rel-
acionados con el traumatismo craneoencefalico.
Rev Cub Med Mil [Internet]. 2010 Jun [cited 2012
Oct 9];39(2):95-103. Available from: http://scielo
.sld.cu/scielo.php?script=sciarttext&pid=S0138
-65572010000200004&Ing=es. Spanish.
Mushkudiani NA, Hukkelhoven CW, Hernandez
AV, Murray GD, Choi SC, Maas Al, et al. A sys-

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

tematic review finds methodological improve-
ments necessary for prognostic models in
determining traumatic brain injury outcomes. J
Clin Epidemiol. 2008 Apr;61(4):331-43.
Haukoos JS, Gill MR, Rabon RE, Gravitz CS,
Green SM. Validation of the Simplified Motor
Score for the prediction of brain injury out-
comes after trauma. Ann Emerg Med. 2007
Jul;50(1):18-24.

Appleby I. Traumatic brain injury: initial resuscita-
tion and transfer. Anaesth Intensive Care Med.
2008 May;9(5):193-6.

Butcher I, Maas AIR, Lu J, Marmarou A, Murray
GD, Mushkudiani NA, et al. Prognostic value
of admission blood pressure in traumatic brain
injury: results from the IMPACT study. J Neu-
rotrauma. 2007 Feb;24(2):294-302.

Van Beek JG, Mushkudiani NA, Steyerberg EW,
Butcher I, McHugh GS, Lu J, et al. Prognostic
value of admission laboratory parameters in trau-
matic brain injury: results from the IMPACT study.
J Neurotrauma. 2007 Feb;24(2):315-28.
Liu-DeRyke X, Collingridge DS, Orme J, Roller
D, Zurasky J, Rhoney DH. Clinical impact of early
hyperglycemia during acute phase of traumatic
brain injury. Neurocrit Care. 2009;11(2):151-7.
Washington CW, Grubb RL Jr. Are routine repeat
imaging and intensive care unit admission nec-
essary in mild traumatic brain injury? J Neuro-
surg. 2012 Mar;116(3):549-57.

Mushkudiani NA, Engel DC, Steyerberg EW,
Butcher I, Lu J, Marmarou A, et al. Prognostic
value of demographic characteristics in traumatic
brain injury: results from the IMPACT Study. J
Neurotrauma. 2007;24(2):259-69.

Khune CA, Ruchholtz S, Kaiser GM, Nast-Kolb
D; Working Group on Multiple Trauma of the
German Society of Trauma. Mortality in severely
injured elderly trauma patients—when does
age become a risk factor? World J Surg. 2005
Nov;29(11):1476-82.

Sayeed |, Stein DG. Progesterone as a neuro-
protective factor in traumatic and ischemic brain
injury. Prog Brain Res. 2009;175:219-37.

Stein DG, Sayeed . Is progesterone worth con-
sideration as a treatment for brain injury? AJR
Am J Roentgenol. 2010 Jan;194(1):20-2.

Yeung JH, Mikocka-Wallus AA, Cameron PA,
Poon WS, Ho HF, Chang A, et al. Protection from
traumatic brain injury in hormonally active women
vs men of a similar age. A retrospective interna-
tional study. Arch Surg. 2011 Apr;146(4):436-42.
McNett M. A review of the predictive ability of
Glasgow Coma Scale scores in head-injured
patients. J Neurosci Nurs. 2007 Apr;39(2):68—75.
Vivien B, Yeguiayan JM, Le Manach Y, Bonithon-
Kopp C, Mirek S, Garrigue D, et al. The motor

26.

27.

28.

29.

30.

31.

32.

33.

component does not convey all the mortality
prediction capacity of the Glasgow Coma Scale
in trauma patients. Am J Emerg Med. 2012
Sep;30(7):1032—41.

Hoffmann M, Lefering R, Rueger JM, Kolb JP,
Izbicki JR, Ruecker AH, et al. Pupil evaluation in
addition to Glasgow Coma Scale components in
prediction of traumatic brain injury and mortality.
Br J Surg. 2012 Jan;99 Suppl 1:122-30.
Leal-Noval SR, Mufioz-Gémez M, Murillo-Cabe-
zas F. Optimal hemoglobin concentration in
patients with subarachnoid hemorrhage, acute
ischemic stroke and traumatic brain injury. Curr
Opin Crit Care. 2008 Apr;14(2):156-62.

George ME, Skarda DE, Watts CR, Pham HD,
Beilman GJ. Aggressive red blood cell transfu-
sion: no association with improved outcomes for
victims of isolated traumatic brain injury. Neuro-
crit Care. 2008;8(3):337—-43.

Salim A, Hadjizacharia P, Dubose J, Brown C,
Inaba K, Chan LS, et al. Persistent hypergly-
cemia in severe traumatic brain injury: an inde-
pendent predictor of outcome. Am Surg. 2009
Jan;75(1):25-9.

Jacobs B, Beems T, Stulemeijer M, van Vugt AB,
van der Vliet TM, Borm GF, et al. Outcome predic-
tion in mild traumatic brain injury: age and clinical
variables are stronger predictors than CT abnor-
malities. J Neurotrauma. 2010 Apr;27(4):655-68.
Jagoda AS, Bazarian JJ, Bruns JJ, Cantrill SV,
Gean, AD, Howard PK, et al. Clinical Policy:
Neuroimaging and Decision making in Adult Mild
Traumatic Brain Injury in the Acute Setting. J
Emerg Nurs. 2009 Mar;35(2):e5-e40.
Schénberger M, Ponsford J, Reutens D, Beare
R, O’Sullivan R. The relationship between
age, injury severity, and MRI findings after
traumatic brain injury. J Neurotrauma. 2009
Dec;26(12):2157-67.

Kim JJ, Gean AD. Imaging for the diagnosis and
management of traumatic brain injury. Neuro-
therapeutics. 2011 Jan;8(1):39-53.

THE AUTHOR

Miguel Rodriguez Ramos (mrr.m2007@ucm.
ssp.sld.cu), physician graduated in July 2013
from Sancti Spiritus Medical University, Sancti
Spiritus Cuba.

Submitted: July 31, 2012
Approved for publication: July 15, 2013
Disclosures: None

MEDICC Review, July 2013, Vol 15, No 3

Peer Reviewed

33



