Investigating Helicobacter pylori infection in peripheral blood of patients with CHD

Table 2 - Polymerase  chain  reaction enzyme-linked
immunoabsorbent assay screening sera of patient with
CHD and healthy normal controls for the presence of H.

pylori DNA.
Patient Age od (hm) Healthy Age od(nm)
samples controls
1 61 0.170 1 59 0.152
2 57 0.118 2 54 0.134
3 59 0.136 3 63 0.164
4 64 0.131 4 61 0.169
5 56 0.144 5 54 0.146
6 48 0.162 6 49 0.132
7 55 0.157 7 62 0.170
8 62 0.163 8 55 0.150
9 49 0.148 9 56 0.149
10 52 0.136 10 51 0.167
11 48 0.133 11 48 0.134
12 53 0.141 12 63 0.165
13 62 0.140
14 50 0.133
15 56 0.142
16 59 0.153
17 48 0.170
18 54 0.170
19 49 0.129
20 56 0.139
Mean+SD 54+5 0.137+0.01 56 +5 0.153+0.01
PCR-ELISA - polymerase chain reaction - enzyme-linked
immunoabsorbent assay, od - optical density
CHD -coronary heart disease, SD - Standard deviation

agreement with the findings of this study> The
absence of H. pylori DNA in the periphera
circulation of patients with CHD observed in this
study therefore it shows that H. pylori is not present
in peripheral blood of patients with CHD. Markers
have reported suggesting the presence of chlamydia
pneumoniae in coronary atheroma of patients with
CHD. It would therefore be quite relevant to
examine the atheromas for the presence of H. pylori
infection to establish the link between H. pylori
infection and CHD.® This study was performed
using a simple practical, reliable, and sensitive
colorimetric hybridization assay for the detection of
amplified H. pylori DNA. The assay was a
combination of a sensitive DNA hybridization
reaction and a colorimetric protocol, similar to those
of conventional enzyme immunoassays, widely used
in routine clinical microbiology laboratories. The
urease gene region ure C (gilmM) of H. pylori was
targeted, which is considered to be a suitable target
site for quantitative PCR due to its high level of
expression. Moreover, the ure C (gimM) has also
been shown to be more sensitive and specific for
detection of H. pylori infection.® Failure to detect H.
pylori DNA among CHD patient specimens in this
study by using a highly reliable, sensitive and
specific technology supports the notion that in CHD
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patients there is no evidence of persistent H. pylori

infection at least in the peripheral blood.
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treatment of
falciparum

Suicide after
chloroquine-resistant
malaria with quinine

Ishag Adam, mp, Mustafa |. Elbashir, mbp, PhD

ccasionaly, unusual patterns of clinical
Omanifestations of falciparum malaria involving
the central nervous system are seen in Sudan!
Chloroquine is dtill regarded the first line treatment
for falciparum malaria, athough more than 70%
resistance on the drug was reported in Khartoum
and in Eastern Sudan.?

A 27-year-old mae presented to New Halfa
Teaching Hospital, Sudan complaining of fever,
sweating, headache, vomiting, and backache for 10
days. He completed the full course of chloroquine 7
days before reporting to the hospital. His weight
was 58 kg, fully conscious, with pulse rate of
95/minute, blood pressure of 110/70 mm HG,
temperature of 38.7°C, with clear chest and there



Suicide after treatment of chloroquine-resi stant fal ciparum malariawith quinine

was no papable spleen or liver. His hemoglobin
was 105 g/dl. The blood film confirmed the
diagnosis of falciparum malaria. He started on 600

mg of quinine, as infusions in 5% dextrose, to be
given 3 times daily until vomiting stops. Five hours
later, in the early morning, the patient was found
dead after hanging himself with his turban (Umama)
in the corridor. We dug deep in the family and
socia history, and we found that he was a farmer,
living a stable family life with his wife and 2
children and no history of mental illness.

Malaria can lead to acute psychosis, personality
changes, amnesia, ataxia, apathy and depression.?
Acute psychosis with transient encephal opathy was
reported with mefloquine treatment, which is
chemically related to quinine* However, quinine
itself was considered among the drugs, which
should be considered in case of suicide or
attempting to do so.* This patient was found
hanging himself after the first dose of quinine, there
is a remote possibility of hypoglycemia; hence, the
explanation of mental changes. Falciparum malaria
has been reported to cause hypoglycemia, either
directly or as side effect of quinine, thus, this direct
or indirect hypoglycemia can lead to mental changes
and suicide.

Received 29th July 2003. Accepted for publication in final form 19th
September 2003.

From the Department of Obstetrics and Gynecology (Adam), New Halfa
Teaching Hospital, and the Department of Biochemistry (Elbashir),
Faculty of Medicine, University of Khartoum, Sudan. Address
correspondence and reprint requests to Dr. Ishag Adam, Associate
Professor and Consultant Obstetrics and Gynecologist, PO Box 61,
New Halfa, Sudan. Tel. +249 (421) 22101. Fax. +249 (421) 22070.
E-mail: ishagadam@hotmail.com

References

1. Abdalla MN, Sokrab TE, Zaidan ZA, Siddig HE, Ali ME.
Post-malaria cerebellar ataxia in adult Sudanese patients.
East Afr Med J 1997; 74: 570-572.

2. Adam |, Elhadi M, Ahmed G, Elbasheir M. In Sudan.
Chloroquine resistance is worsening and quinine resistance
isemerging. Sudan Med J 2001; 39: 1-5.

3. Dugbartey AT, Dugbartey MT, Apedo MY. Delayed
neuropsychiatric effects of malariain Chana. J Ner Ment
Dis 1998; 186: 183-186.

4. Phillips-Howard PA, ter Kuile FO. CND adverse events
associated with antimalarial agents. Facts or Fiction? Drug
Saf 1995; 12: 370-383.

5. Goldenberg AM, Wexler LF. Quinine overdose: Review of
toxicity and treatment. Clin Cardiol 1998; 11: 716-718.

www.smj.org.sa  Saudi Med J2004; Vol. 25 (2) 249



