WHOLE GUT TRANSIT TIME ludihadiniifesel3a HIV

@

w1 oasInsda

= g = ) ) . A a ¢ Y 4 o
msanptidumsanywnnlUdend (prospective study ) BIIUTIN AT IATIZH VoyaneIny
H E4 4
whole gut transit time Tugthefdado HIV Tuszezaeslsaaies fu uazawanz Insnmsawaog
J a @ Y 1 4 o ) 1a § {0 @
Tunasidnd@sudeszauiaeimsgunss nlfeuieuiudihennnaluinludase HIv #5u 1350y
Tsawenuadsss Tugeery 1@ou - 3 1
g 1A = A [ PR d'a dy
AUAIADUNNTIAY W.A.2543 DUADUTUNAN W.A.2543 11305205 WA0NATD HIV 40 AU
! 91 g Ay 1a & ° & g £ 1
Tuszez N, A, B, C odwaz 10 au uazdihodni ludase HIV $1uau 30 au aadihennauszde il
= (Y a My Aa ! A a
pmsnenumuauesuaz lildeniinademsmasu lvivesszuumuauenis
! . . Y1 A o Y A
1 mean VB3 whole gut transit time Gluﬁjﬂ’lﬁl‘igﬁlz N UAUNINUY 11.76 FU. Qﬂ’)&l‘i%ﬂx A um
1w 1 A 1w U 1 1w 1 3 o A
Wy 11.05 diheszer B fiawmny 11.06 vu. diheszer C fawiny 7.22 wu. uazludihaannalin
1a dy I 1 ' v
lidauie Tsawadiawmny 14.32 .
= g 19 g dAa A& L a . . 2 19 2 A
ninmsAninuNghedniaase lsaeadluszez C I whole gut transit time dungihuani

a Lﬂy g 1 A v o @ 9 A = . .
11 @ﬂl%ﬂiﬁﬂ!@ﬂﬁ@ﬂ"lﬂﬂﬂﬂﬁ?ﬂﬂul LlazaluI}J‘]J'Jﬂﬂtjll‘ﬂllﬂTwslﬂﬂﬁTiﬂ']ﬂ'lﬁﬁqulliﬁ U whole gut transit time

9
1Y 1

PRl d‘d 1 '3 a 1 A v o W
ﬁ'“L!ﬂ’JWI%jTJ’JEJﬂiJﬂﬂ%Iﬂ“H‘L!']ﬂﬁ@chu!,ﬂmclﬂﬂﬂ@]@ﬂﬁmuﬂﬁTﬂﬂJu

= dy o 1 Y 3 Aa tﬂy 4 = v o Jdo
Naﬂ'lSﬁﬂ‘]el"I‘L!ﬁ'“LJ‘]Jﬁ'HU’J"IGl‘LJI%JTJ’JEJLﬂﬂTIﬂﬂL“H’E)Iﬁﬂlﬂﬂﬁ§$ﬂ$ C UANUAUNUTNUNNIL ‘V!“WIﬂ%‘LlWﬂ']ﬁ

k4 9
YVINOIMITTZAVTUUTY 11azd] whole gut transit time dU H3zoznaINIgaFueIMITHoras Auiumsgua

' v
o v = =)

A I A 91 3 Aa dy s A Aa AA
Li’EJQﬂW’JSTﬂ"’HHTﬂﬁLﬂ‘LAﬁQﬁWﬂﬂﬂuﬂﬁﬁ]uaﬁj‘ﬂﬁﬂlﬂﬂﬂﬁﬂl%ﬂiim@ﬂﬁ LW’E)TIﬁ]SiJﬂmﬂTWGH’J@Wlﬂ@]’OUl‘]J

q



WHOLE GUT TRANSIT TIME IN CHILDREN WITH HIV INFECTION

Patchaya Issaragraiseel

A prospective study of whole gut transit time in HIV-infected children, non HIV-
infected children and malnourished children, aged one month to the years and admitted to
Siriraj hospital during January 1999 to December 1999 was performed. The age group of
children were between one month to three years. All cases did not have gastrointestinal
symptoms such as diarrhea, constipation , vomiting or administration of drugs that effect transit
time such as opiate, antidiarrheal, antiemetic drugs.

The main objectives was to study the whole gut transit time in HIV-infected children
in comparison with non HIV —infected and malnourish children .

Whole gut transit time were assessed in 40 HIV-infected children as experimental
group. They were clinically which were classified as N, A, Band C. There were 10 children in
each group. The others were 30 non-HIV infected children as control group.

The mean of whole gut transit time in stage N was 11.76 hr,in stage A was 11.05
hr, in stage B was 11.06 hr. and in stage C was 7.22 hr. That of non HIV infected children
was 14.30 hr.

The whole gut transit time was significantly shorter in HIV infected group than in
non- HIV infected group.

The whole gut transit time was significantly shorter in malnourished group than in
nomalnourished group (6.9 hr VS 13.17 hr, P=0.004)

Whole gut transit time is correlated with HIV infection and accelerated in HIV —
infected children particularily in stage C.

Reduction absorptive capacity and increased, intestinal permeability increase in HIV-
infected children and may exacerbate anorexia and weight loss. The causes of malnutrition are
multifactorial such as the imbalances of caloric intake, nutrient malabsorption and increase in
energy expenditure. Nutritional support is one of the most important initial therapeutic
interventions of the HIV-infected children. The appropriate food components that suit for

HIV-infected children must be studied to promote growth in those patients.
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	IgG   Subclass   Deficiency  in  Thai  children
	Background : IgG subclass deficiency has been shown to associate with recurrent sinopulmonary  infections in children. Although determination of IgG subclasses in Thailand was initiated in 1992, the study is not widely requested by pediatricians and general practitioners 
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	Conclusions: The incidence of early onset  neonatal  sepsis at  Siriraj Hospital  is comparable to that of reported by others. Due to the large diversity of clinical signs and symptoms, half of the infants admitted for “rule-out sepsis” evaluation who, infact, were free from infection were inevitably treated with antibiotics as the true sepsis case. From this study, clinical data including gestational age <37 wk, low apgar score at 5 minute, certain signs and symptoms involving respiratory, cardiovascular and central nervous system and also some metabolic derangement were found to be significantly associated with early onset neonatal sepsis. Decision making tool developed from the combination of more specific clinical information may be useful in aiding the more accurate diagnosis and lessening the antibiotic overuse in infant with early onset neonatal sepsis.
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