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ABSTRAK

Latarbelakang: Gegal ginjal kronik [E5K] alah kehilangen fungs: gingl progresif den irevesibel mulai dan tahap
ringan sampai gagal gingal tahap akhir. Diagnos:s dini GEK pada anak sering sullts ditegakkan karena presen-
tasl kinis ewal bervanes den bdak spesmk. Diagnosis dan pengobatan konservatif sejgk awal panyakit depat
rmemperianbat progresifitas penyakit dan pengounaan pengobatan penggant ginjal.

Tujuan : Melecak presantasi Minie gagal ginjal kronik pads anak yang direwst di RSLIP dr. Wakidin Sudirohu-
sodo Makassse Subjek dan cara kerja | Penelitian retrospektf dilakukan pada anak-anak dengan GGE yang
direwat di RSUP dr. Wahidn Sudirchusodo Makassar mulsl Jenuam 1888 sd, Desember 2007, Kriens
riklusi ity penderita dengan kreatinin serum di abas normal atau keu filtrasi gomerulus < 30 mil/menics 1,7 3me
sasual rumus Schwertz selema 3 bulen stau kbih den penderta dengan catatan medk lengkap. Presentasi
kinik dikumpukan dari catatan medik dan selanjutre danaisiz. Hasil : 27 anak berumur 2,5 sampai 15 tahun
memanuhi krtera penaltian dengan wsis raterata 10,30 £3.22 tahun; 83,850 di etas & tahun. LekHek
150, 70Fx] lebih barmyak dari anak perempuan dengan rasio 201, Presentasi klinis yaitu pucat (92 6050, retar
dasl perturnbuhan(51.5%), dispnu [48,15%), edema{dd,4%), damam(37,04), hipertena [36,3%). enuna
[36,3%], hematuria gros (35, 7%, muntah [259,6%], kejang [25,52%), ensefalopat hipertensi (22, 2%], dan
abgura [ 18.2%)]. Penyebab GGK terbanysk pada paneltan ini yaitu glomerulopsti [70.37%) meliputi sndrom
nefrotk prirnes (58, 74%), glomerulonefitzs kronik (30, 15%) dan nefritis upus{11.11%) sedangkan sizanya
tidek: diketshu [25,63%)]. Tuph belas anak [B2,96%) mendepat pengobatan konservabf sedangken 37,053%
anak dengan gagal ginjal tahap akhie diberkan pengobatan disksis vaitu dialisis peritoneal [22,9%) dan hamio-
dializis [ 4,4 1%)]. Simpulan : Walsupun pucat den reterdes pertumbuhen merupakan gejela umum EEK pade
anak, gejala klinis lain dan data laboratorium perlu dilscak untuk menyokong diagnosis dini GEK.

Kata kunci: Presentasi kinis, gagal girgal krondk, anak

INTRODUCTION

Chronic renal failure [CRF] & defined as the stage at
which the rreversbly damagaed kidrey are unable to
maintain the homeostasis of the body.” The progressive
and rmevarsibla loss of renal functon may ranga in severtty
from mikd renal ingufficiency to end stage rensl disease
[ESAF].== The first clinical =gn of funcbonal deteriaraton
if the nephrons are progressively damaged is a diminu-
tan af renal resaree and a decrease of GFR. Dunng the
initial phase of loss of renal function, the body uses various
physiciogical mechansmes o mantan homecstasis so
thet the climical manifestation stll remeins within normal
variabon.

The incidence of progressive renal disesses leading to
CAF in children varias from 1.5 to 3.0 children permilion

tobal populstion in patients kess than 16 wears of age. 1 ESAF
at. Paketan oocours in 100,/ millan populston,Ayear. =

CRF n chidren s wsually asymptormatic nitially, untd tha
GFR fells o 10-25 ml/min. Gulati S et al reported that
childran wath CRF had baen symptomatic for & mean of
33.2 months and 54% of them were in ESAF on the
inibal presentation. Early diegnosis of CHF 18 therefora
very crucal unless & delay diagnosis may lead to dalay
intizting conservathe menegement to retard the progression
of the disease and to delay the need for renal replace-
ment theragy.©

The present study evaluates the clinical presentations of
CHF im children hosptalezad at the Department of Child
Health, Or Wahidin Sudirobusode Hosptal, Makassar
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PATIENTS AND METHODS

The wae & retrospectve study conduckad on chikdren
with CRF hospitalzad at the Dapartmant of Chikd Health,
Or Wahidin Sudrohusodo Hospital, Makassar fram
dJenuery 18952 to December 20071, CHF was defined as
rmeversile deterioration of renal function with persistent
alevation of serurmn creatining or GFR <30 mlAmins
1.78m? for 2 3 months. The nclusion critera in this
stucly wes patients eged = 15 years with a8 sustained
alovation of sarum creatmning or FR < 30 ml
1.73m? caloulated with Schwartzs formula, during =2 3
manths” and thase who have sufficent medical deta to
be evalusted, The clinicel presentation of patients with
CHF at the tme of admission were caliected from the
medical record and evalustad therasfter,

RESLLTS

Durng the sbudy pemod, 27 patents aged fram 2.5 o
13 years were eveluated. Ther mean ege was 0.2
3.22 vears, B3.90% were ovar B years and GB.7%
were bays with a boybogr rato of 2:1. The commoen
presaentation of childhood CRE in the present  study was
pallor [22, 60%) and failure to thrive [S91.5F4], foliowed by
athar symptoms, generalized edama [44.4%) consisted
of perorbital, facial, pretibial, padal, ganital edema, and
ascites [92.6%, 44.4%, 85.2%, 55.6% 44.4%, and
T0. &%) [Table 1] The laboratory data indicated Hb < 10 g/dl
n 92 6% cases and 10.5g/d 7.4% cases, increasad
eukooyte count 37.04%, elevated BSR 87 2%, savere
hypoalbuminemia 53, 25%, mpercholesterclemia 33,.33%,
proteinuria 2+ o morg 74,074, end microscopic herma-
tuna [red biood cells = 5 par HEF] in 74,07,

Tha mest frequent causes of CRF in this study was
glomerulopathy [/0.37%] ncludng primary nephrobic
syndrome (58, 74%. chronic glomeruonephris (30, 1574
arnd Lupus nepheitis [11.11%]); whereas tha remaining
causas (28 63%) wera unidentfied. Seventeen patiants
[52.8956%)] wera on conseryatve madical mestmant and
37 .03% caszes with ESFF were treated with peritonesal
dialysis [22.5%) and hemodialysis (7.4 1%), respectavely.
Few patents wath ESHF died and some of tham were |ost
an folow up,

DISCUSSION

The mean age st hospitalzation (10,30 £ 3.22] in the
presant study are shghtly highar than tha study amang
Ralian childran [B.89 £ 5.4), Iranian chidran [7.8:4 5]5,
and Jordsmen chilkdren [7.5 £ 3.9F CRF in children n the
stucly is mostl over S years (28,9004 elmest simdar to
the study in Indial36%); 10 whareas the ltakan report
stated thet 58.6% of children are over 10 years, '

Tha boyto-girl ratio [2:1] in the presant study s similar to
the kalian sy’ but diffierent from the Chiean study [1:1).7°

Tha mast comman clinical presantation in the presant
study [palior - 92 6% and failure to thrve - 571.85% wvs,
17 8% and 14.8% in Pakiztan®] differs from Pakistan
stucly [cyspraa, B4 8% and fever 52 68%3 vs. 48.15%
and 37 D4% in this study]. (Table 2)

Table 1. Distrintion of the chnical presentation of CRF acoonding to age

Cliniced a
Trﬂ [".I]

101503

Palor 1740 TED 7] 12144 44%] 25|52 %)
Faire La thrve 11A7%| Bi2222% 72552 14051.89%]
Lhspnaa 1187 SE51%) WES0EH  134815%|
Ecems 187 G222 S1851%  12144.44%]
Fver H7ADN AL SPESIHN 100E7.D4%
arniting 1 a7 2[7aTk| S1E51% BEH62%)
Hyperienson LR 7al BMESIW  ARRE0%)
Sarures DOCe  ann 1% 4481% REEEW)
Anuna S7AMRE 27 AT 27 aTE| EE2.22%)
Grogs hemabuma 13%] 3719919 & ) o 1H 574
Chgoure CPOOes Op O0ee] 2740 7400

Pellor, noted usualy in children wath CHF, & the clinical
sign of anemia caused by renal dysfuncton in producing
arythropoiebn; ' the uze of subcutaneous recombinant
arythropaiebn, therafore may improva the arema and
intelectusl performence as well, 12

Tha etilogy of CRF differs from one to anathar study.
The leading cause of CRF in this study 18 glomerulops-
thies [F0.37%)]; similar to the eading cause of CRF
reparted n tha larature! and in Inda® but dffarent fram
ather reports documenting the mast frequent causes of
CAF are obstructive uropathy [18.1%)," hwpodysplasia
associated with urinary tract anomales [53.6%),7
urolagical abnormalties and malformations [42.1%),7
and congenital urological malformations® [Table 3)
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i : _ Seventeen children (62.86%) in the presant study were
Table £. Comparison of ciniosl preseritstan of CRF gren conservative medical trestment and 37 .03% with

n chidren bebvean thes ard Paki
st e ESAF sither with perkcnaal dislysis [22,9%) or hemadis

Clinical presantation This study [#%) hysts [7.41%). Farty eight percent of CRF among Chilean
children® and 21% of CRF among Indian childran® ware

Padlor Jz B0 17E0 on consarvetéa medcal trestmeant: wheraas 42 2% of
Failure to thrve 51.80 14.B0 Chiean chidren® and 14.6% of Indian children, who
Dyepn B2 4815 5 B0 were in ESRF, had undargone dialysis and raral trans-
Fever 37.04 52 50 planbaton
Edema 4 44 280
; COMNCLUSION
T el i This study demonstrates that although pallor and failure
Hypertenzon EaRs Dooo to thrive as the common dinical presentation of CFF can
Seizures 2583 17.ED be used to recognee CAF in chidren, other clinical
Anuria o0 5 i presentations as well &5 lsborstory deta is sl required
R e 1BE0D far the early recognibon of children with CRE,
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