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AMchsti o)shojst sobupebaryl

0|27 - uiel - ypl4 - w2y - 4B -0 B - B

gz g9

T F . Acolddel AddA AdA sl 25t AFAEEL] wHI AR FAA ] L
o= Bk Aldgdt ol 2 H3E HolA] % glon, §3] Aol ASeME
A3t $59 AR FH5S 2dgd.

TN AFA el EAHAESA Welr|Ho] wha| el uie} d-frololA] Wk xuhedo)
o1 F94F A dexamethasone FAAIe} §7 AT 7§ ;5d A Al depdol
BaEs o) oo B AFALEL Ao} ¥ubeiel] glejA] dexamethasone?] A& AF}E otold
7] $15te] £ AF-5 AAEA}

g B 01991 694-E 19939 6¥7hA] AME Y Alngtawed AlAopale) qlHigt Fo} F
w A geo] wjof 9 spshA ZJARE AlFA wehede] ojAlE]e] A|3AMd) cephalosporin % aminogly-
coside A %-2] dAlA|2} §7 dexamethasoned FoJg 1098 A3 Fo 2 stgdon], dexametha-
soneg ARE-3FA] ¢Fgkd 1988y 1446 1991\ 5U7hA] £-do)| qJRIg St} 5 AF 2714 |t
o AlgA Huty ol 20& tET o2 3l diA} sholo] WS BAEte] AR, H S
A2] shebA AAAA, Hgdad P AF 58 vx 245

4 1.

1) A8A 7 o] 3 $49 A=, AdFe] Wix F Ay o L& fA15
on, P FAA FA7INE 2T Y ATl 2 23.9, 23.8UR Felr} gidled, A=
Alak F i b xE7)70E 7zt 5.3, 2.59U8 Aol o] #@gked, 23 e Ao Mg
zkzb 25%, T0% 2 ATl 4§28k Eatch.

2) 91 3 HFHFY Fapel wlwste] A7 AlA} 72217 F A3 Hg G H2gelo) g
TE ATl Az vl oA F7E A (H A5 s 2}o];*2.8mg/dl vs. *20.8
mg/dl), s ATl HEFel vlal o)A Fastdet(HH5d Sy s 3o,
—46.1mg/dl vs. —126.0mg/dl).

3) Aatst M3 B Hx SIS o dAZE Bl At R 188 F 82(44%)
A, AT 108 F 3@ den, dxFore 28 HAvin] o W] 5o Fudat
ol g Bolov), AgFelMe #EE A ¢kt

4) Dexamethasone F-oiol u}2 FuiFe 53| 3= A ¢k}

Z B oo iAo} A Htsdol4] FAAe} tjEo] dexamethasoned- A FoidtH
ddH o= secondary fever WAL F7Fst o), A AL A8 E7)o 2jlA A
TEE Aad, IxY v 5718k HutelAe] gFubge] 43 Aade Bled, FF
Hutedel] Fubgl ARt F43 29 24aE 71U & AL Ao Algdd.

Haeadah 19943 8¢ 84
Zqlelzl 1199413 109 18

— 602 —



— A1 4o} ¥]akedo) A] Dexamethasone®] & &3} —

M —

AlgA =g olsel Ak g & oF 15,0002
aofe} ofojell A WA 9=dlY, T APEL 5-
10%°]x, YSAF 25-50% oA A2z FH4=
< vehicka &m?, Feoll Ko e) Fheddtel of
3 5 AEESE 7HE AR A7 A=
= BT 2 & APE ] AAA Aae
74A oA Rl sl

aeR Add S Wer)de Frasta A
ol ©p2 o F5 FAA1717) $l5te] FHTolle EAHY
233 WS o83 AUt wol A= she
g, cytokine?] d}1}4l interleukin-14 (IL-18) 2} tu-
mor necrosis factor @ (TNF—g)7} Alg-A xuted 34
A o] AHAS isted = F3A (blood-brain bar-
rier), ¥ 33} 2}-8-= 4 7)%5 (cerebrovascular autore-
gulation), ¥|#<4=ele] <& (cerebrospinal fluid dy-
namics)¥ x| thA}(brain metabolism)el] W3S =3
Dok Qo0 aeb AFA HtdA Hoa g
2] Wste] 2 JFE vl cytokines] 44 =
Aol wshh ek Aol vl d%e Wl
gt AgHez ool FUAIR FEo dexa-
methasone5-2] 34| (antiinflammatory agents) &
Folghs Aol AN, rolddg e Al
Al xubojol| 4| gAAe} tiE-o] dexamethasoneo] X
£ Fo7} A& Al A= dTE FARE IR
A7 7E B E it

T AF 2709 o] Afelell A A’ AlFA
xutodo] X g2 gAA|e} tjEo] dexamethasone$-
AM-E 7 QA ATl Fsge] HaE|glen}os
B Az AFE 209 o, 53] AF 170 oy
9] Al Ao} xu}odol|4] dexamethasone?] % { # i}ol
oAl Lo wph gich ol 2 ATAES 4F
2708 oW 2] AlAolel SlejA A ¥ Ag=2
dexamethasone g Foj& A9 72 X5 &7} oo}
B7] 95t £ AF-E sk

Chet 3¢ g

199113 6U5E] 19931 6974 AM 2|2 Alx

g2yl Aol gl gholF ¥ Hd o o
=LA 22 ek At AlFA Hgge g A
whutel A 3 At cephalosporin 4] % aminogly-
coside Al52] &-AA) ¢} §7) dexamethasoned 5

T AF 270Y vigke) Fo} 10%S APFoR 3}
oz, 1988\ 194-E 199149 59712 £ Al 4o}
Aol 3] FholF HA| AlFA Htgle 2 Fichito}
Al 3Ad cephalosporinA %! aminoglycoside A%
o] gt Fojuke AF 27 Hunke] Fo} 207L-
HxzFo siglch. AgFe) JF AeFHL 375+
4.55(mean+S8D), "ol 92, wmjsolr} a9,
B EAMF LS 3.2+0.7kg, FHi8)E 46, A5k}
i A3 23.6+11.6Y oo} 103 HY AF
12 ojiigleon, gl A 7 w2t FA 7|7
15+1.0d o]dct. =29 HF e FHL 37.0
+4.0% (mean+SD), A4 SYAHFE 3.4+0.5kg,
Wyel= 1515, 93] W 3L 23.7+11.64,
Y A BT HYg S A7 21+2142
F el A EAL Aol HolA it
(Table 1A). AFEF 108 F WY A AH wate
B 7397t 38(30%), HEFLS 43 (20%), o
PFA A ¥Fo] e A= APFeNA 52 (50
%), NEZNA 48 (20%), YUFA] 2270 F
uhgl A AgTA 18 (10%), t2Fe4] 33

Table 1A. Clinical Features of Study Populations

Features Control*  Dexamethas-
(n=20) one(n=10)

Gestational age(wk) 37.04£4.0**  37.5+4.5

Full-term 19 9

Preterm 1 1
Birth weight(kg) 3.4+0.5 3.240.7
Sex

Male 15 4

Female 5 6
Age at onset{day) 23.7+16.0 23.6+11.6

< 1 month 11 10

> 1 month 9 0
Duration of symptom 2.1+2.1 1.5+1.0

before adm.(day)

* Not significant difference in clinical features be-
tween two group by Mann-Whitney test of Fish-
er’s exact test

** Data are expressed mean+SD
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Table 1B. Characteristics of the Study Populations

No. of Infants(%)

Features

Control(n=20)*

Dexamethasone(n=10)

Occurrence of seizure before admission
Occurrence of bacteremia on admission
Occurrence of UTI on admission
Isolation of bacteria in CSF

GBBS

Staph. epidermidis

E. Coli

4(20%) 3(30%)
4(20%) 5(50%)
3(15%) 1(10%)
3(15%) 4(40%)

1 3

1 1

1 0

Abbreviations: UTI: urinary tract infection, CSF: cerebrospinal fluid, GBBS: Group B f-hemolytic Strepto-

coccus

* Not significant difference in clinical features between two groups by Fisher’s exact test

(15%), &g Alto] k=g A= A
FFo 4 4% (40% ) (Group B f-hemolytic strepto-
cocci; 38, Staphylococcus epidermidis; 1#]), =
o4 38 (15%)(Group B A-hemolytic strepto-
coccl; 1#], Staphylococcus epidermidis; 18], Esch-
erichia coli; 1)) 2 ¢JA] okFol|a] 2Ju|g)li= z}ol=
gledc}(Table 1B).
A4 Hubede WA wab 9 sjek Al A &
5 st A HH e s FE 55T
NGro} chijde] A5 d G 7h4E vy 7
+ AgstAded, 71Fe] e AY Aol HHS
273 R Rkatel 90mg/dI( ¥+, 20-170),
u]sro};115mg/dl( ¥ 5+;65-150) ], =ek[ qkrto};52
mg/dI(§5;34-119)], v]5o};50mg/dI( ¥ F;24—
63), H el Hxn](ghato};51%, vlsel;75%),
2 F[ekte} ] 7/ul (W5 ;0-32, w|So};8/ul
(HF;0-29) 12 Aojstdrp®. ATl 2] dexa-
methasone Fo{A]2+2- 1ol A Fo4 20
ol ARgEtl o, 28ellAE AL} FAlel Fo
g, yeAl Tl dAA AH-F 34]7F oluel
Fed8t7] Alatshedc). Folgke A 397k 0.5mg/
kg 84S 43 £ AFsin, 2 g 2947k
0.25mg/kg &%& Foislglen, 644= 0.1lmg/kg
o g zEkste] A5 F Fo3E St

4 ghole] WA S FHHo g BAsle] 1 gat
7%, HArde sista AR, Hdda, A4
Wbty F5-59 SRS wawstges dexa-
methasone$ ARE-gH AL} thzFoM FAITH
z}o) 5 &elsl7] ¢k Mann-Whitney test} Fisc-

=
T
1}

4

2

her’s exact testE o] 43}g] o EASA Fofre
P value<0.052 #2]3}¢]c}.

| 1

AT dETel A w2l A AFE vlw
ato] Hoked], Ft FAA ) AME 7)7HE 23.9+8.7
¢l(mean+SD), AHF 23.9+8.8U=2 -FAFsIgo
o, A8 A2t A HH Y wjoFHAle A #5721 el
H AY AE AR T2A0F A3} = HFA wjekdAlL
£ AW, FFed 25 F571 A=A oo}
100% 54 &S By, A8 A|2F dde] &
A 77 A9 JF7)7He 2 F 3.5+2.99, NPT
2.5+1.44 olgla, Wdo] oy HFF F73He 7
7} 5.3+3.44, 4.0+1.692 of #7ke] 2lolglE a}
o7} glsich. v} 244171 o]} Ao 2 ZAF A
o] 37.9C e°lal%tiz} o}hA] Zejx 38C o¥o=
AAA o] F7)8= o]z} (secondary fever)E X
ol MIE & oFFelA ztzt 58(25%), 78(70%)=
ATl A 2 2)elA @e) dAyslsict(Table 2).

oF TollM W FA A8 AlRF 7247 Fol A
Al A AR A o] glsby AR wEE
B, A HEHSFde] PF FrEes d2F 34.3
+14.4mg/dl, AYPF 33.9+15.4mg/dl2 oFF7ke]
ol Ael7k fdled, ARF 7274 7zt
37.94£10.9, 54.7+11.1mg/dI2 AFFd A2 s
7} Wzl wlake] o] Eghow, oF Folla 2w Aol
vl3le] AR F Frro) WiErhAE 247t 2.8+£15.2,
20.8 £16.4mg/dI2 ATl A 223l 2]
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Table 2. Clincal Course of Meningitis during Hospitalization

Course

Control(n=20)

Dexamethasone(n=10)

Duration of antibiotics therapy(day)

Negative conversion rate of CSF culture at 72h
Days to resolution of fever

Total days of fever

No. of secondary fever(%)*

23.9+8.7* 23.9+8.8
100% 100%
35+2.9 25%14
5.3+3.4 4.0+1.6
5(25%)** 7(70%)

*+ Secondary fever means a rectal temperature of at least 38.0°C after at least 24h of maximal daily tempera-

ture of 37.9C
* Data are expressed mean +SD

** p<0.05 vs Dexamethasone by Fisher’s exact test

Table 3. Findings of Chemical Analysis of Cerebrospinal Fluid*

Index

Dexamethasone(n=10)

Control(n=20)

Glucose(mg/dl) Before therapy
After 72 hours
Increase in concentration
Protein(mg/dl) Before therapy
After 72 hours
Decrease in concentration
Before therapy
After 72 hours
Decrease in concentration

WBC(/min®)

34.3+14.4 33.9+15.4
37.0+10.9* 54.7+11.1
2.8+15.2* 20.8+16.4
272.9+206.9 266.6+157.9
226.8+165.5 140.5+67.4
46.1+78.7* 126.1+103.3
1321.6+£1026.0 3616.2+4905.4
439.7+781.4 285.5+275.5
881.9+1162.7 3330.7£4997.9

* Data are expressed mean +SD

* p<0.05 vs Dexamethasone group by Mann-Whitney test and t-test

718 Bodh. A5 H3gde] JF A s
) =F 272.9 + 206.9mg/dl, A 3§+ 266.6 +157.9
mg/dlZ o FollA zel7t glder), AEF FEv
z}z} 226.84+165.5mg/dl, 140+67.4mg/dl2 A &F
ATl A chzFol viste 9 st o Fas
ot FAA 9o dlx, &AM wsld AR
F oA o] wsts AYET dxFeA 2
A 46.1+78.7, 126 +£103.3mg/dlZ AgTF|A o
ZFo u|ste] 2joolAl Fassct. HEgH ¥HAHTY
Imm'} g WY A= d=F 1322+1026/
mm?®, A¥EF 3616 +4905/mm*$7 X EFel= 2zt
440, 286/mm’o 2 I 882, 3332/mm’E WY
o] A2 g Boy} kFelA gole Aol WA
t}(Table 3). th2F APFNH 5 A5
o xr}d gl chlA el MPT Fof uldte A7
Alztste] 72A17ke] Az F Ao xrwd 9
il ewol Wiy o] wWslE WEg e Fiksle
‘% change’2 Jehf Bt=d], Fers AT

dz=2ol uste] MsAMch NB8F ojoodA F7i8t
AR (NEE;8%, APF,61%), bl s 29
AA Arstdew(NE2F;-17%, AP -47%),
NPT = AP o E2Fel vls] o el 7ha
st ot (e E2T,67%, AT ,-92%)EAA Aol
+ $1sich(Fig. 1).

APTH dizFolM Abdg3 fHEE ulasted
Bokedl of FellM Abdg ol gldled, AYT
o] dexamethasone A}g-ol| w2 w33}, PGS,
o] o3, dAEd 5o e #F=HA &
otm, 8% Azhals Bod At dxTe] 4
g, AgTe] 189 e, 4 ZAME HAwie) 3 &
Zule}l x]¢d(delayed development)g 29l 7-$7}
izl 27k 184 glledt AgFeAe U
on, AstetE B D HxguAaMt ol &7
& 2ydd A7) dx=FedMde 182F 8 (44%)
(v]ebA S84 w4 58, A4S 19, AYs 5
3FE 2d) 9, APFelMe 38 (30%) (9T 3
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A Az~

% change

Glucose

Protein wBC

Fig. 1. Comparison of the change(% change) of WBC count, glu-
cose and protein concentrations in CSF between control
and dexamethasone(DEXA) treated groups
% change was calculated as follow(WBC count, concentra-
tion of giucose and protein at 72 hours posttherapy—count
or concentration before therapy)/count or conentration be-

fore therapy

* p<0.05 vs control by Mann—Whitney test.

Table 4. Adverse Outcome of Study Population

Outcome Control(n=20)"* Experimental(n=10)
Death 0 0
Complications of * dexamethasone therapy ~ 0
Seizure 4 1
Cerebral palsy 1 0
Delayed development 1 0
Abnormal brain imaging study 8/18 3/10
Ischemic damage 5 1
Ventriculomegaly 1 0
Subdural hygroma 2 1
Focal infarction 0 1
Abnormal BSAEP** 1/8 0/3

* Not significant difference in adverse outcome vs Experimental group by Fisher’s exact test

* Hypertension, G-I bleeding, Hyperglycemia et. al.

** BSAEP means brain stem auditory evoked potential

¥4 =& 18, AYs 3% 19, £314 {734
% 18)E B, AMET f38 oA e &
AXoz 223t Fole HeolA| ston, diEdel
H|gte] AFPFolA dH A7t IS A4k
t}(Table 4).

] at

AT aEe st A2 FAYA ] Loz B

a2 Al Hebgell o7t Abga A1l A7
3 FHF A& AR sl HZ AEA
Huhed o] Hefje)7| Aol gt e FEAHF I
AT5E 53 HgE FA7l= Al A& (bac-
terial components), =2} JFuhe-g Yo 7]= 7|
AEsh we Meld WshE Tarshe 2abd ol
geldezs A2e AR o] RASD o,
Haemophilus influenza thpe b(H. influenza b),
Streptococcus pneumoniae(S. pneumoniae), Neisseria
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meningitidis(N. meningitidis), Escherichia coli(E.
coli)K1 5¢) ojz) AFEL ol 45te] APl web
dE FEAFEe Ald ATl #% (capsule),
A Z (cell wall), x2]x 2] 3Er}3 A (lipopolysacc-
haride)-5¢] ==& o7l AddE2] 53 (vir-
ulence)ell G3-& 7|2 A ek, e A2E 24t
€ u3d AzeFer #59 IFE 7FsdA 3t
2, AEy e 23N FAH AT F1
@ Aolg BelFz sl 2 PR Axe

t}49] peptidoglycanZ e & F-4 %o} i1, ©] pept-

idoglycano] HutdF-g deo7|d, = a3 AT
AEHL gre oko] Teichoic acid® T4 = o] Sledl
A A 45 FEEAGe] #EE ). gz
AL 73 LA AlEEHol| EAlsk= EAEH o]
E AELdd felEs, o7 95 FEAlA
el oJ&F HgA] oo FASA Hepe.
AFA =] 95 f el A8 79 cytok-
ineo] #Hgsted, 1 F 7 diEAQ] ZAoe=2s
tumor necrosis factor @9} interleukin-1¢] ¢lt}. ¥
AE-2 Y3 YA LE 258t FAT7F 83 Y
AEE sty S5AAAZY fx9 F3E
A|A JF3}43E 228}, TNFar G879} 24
ZojlA Rul=lsdl Hell A AAAE (astrocyte) 2
u) Mo} A E (microglial cell)ef] 4] Fu]=ic}. TNFa
+ A9A sxdMe dY7)eel FedstA =5 23
Aol Fdsht WA e WA WELES
o4 TEATE diic}t. FEAPNM HEA 74
F TNF7} 93 222 F 35 AxF715el
SE|= Flo] FAE G, IL-18 AlF3glel gt
AW wkgo] Fa visiAe shtzA LA, WET
o] W3k, FA7) ub-s Ao e FARL. o]
L AT WE4, 952, peptidoglycans, teichoic
acid5oll 23 AFo2 A4St T of A4 o]
A Eulgch A 2] FA7H AF-EAE (fibro-
blast), #3 WA E, 47 ez o] ARAE
o} wlAlol A E M= [L-1& A} A= F7
o alitel &g AlFA Hehedw HARgay IL-1
9 e ¢ 959 A=, TNF s=9 F75
7= LA VS B HueiFe] 2o FoF
Qe 92TE yepdch®. TNFedt IL-12 =¢
phospholipase A,2 #A3IA|#H AlEq}t Qx| A4

glycerophosphocholine 4 25 3§+ 4 34jqlz}
(platelet activating factor)2®} arachidonic acid 4=
o] 2]&}t prostaglandin, thromboxane, leukotriens-s-
o AAY PEHTEAE AN FFUEE 21
e,

tgyE FATE A dig £ FA9E
& @3 B ohe), ¥ AFubelAd =g}
A2 2Hede) FATE 59 AYAEE
THE e A el sl FA, BA, 2en
cytokine 5ol 23] =3-8 ol AT A& A9s
Al =edl =& 5Hel = opsonin 23} A &4
3}o) ¥F 02 Al2hg(phagocytosis) o] v]efste] 7H
AAlele e A FysA Rz, AdA =AY
Q9] o Fell MHA ARE deo|A I

A4 He] WejAe7|de] 2 gL YA
ol H. influenza b, S. pneumoniae, 12|31 N. meni-
ngitidis7} v]QlF2] HegHe] P ¢ F =
274 F89¢ ebAl =ed, o o oA et (poly-
saccharide capsule) o] gt 288 g7 Y= A5
A28 FjakA Hop R, ol ¥y AlF ¥
g3 Ao Fof x4l W2t (choroid plexus)e]
v Hoj A 83 53l ¥ Ao mdAl Hep.
HHed Yol AYA WY (humoral immunity )2}
A5 Ho] BFEste] Aol wE FA12 A=Y
Azet we Aotz #A" AGEd WS (endo-
toxin) ¢} teichoic acidg- 234 ¥c}. o]w] YA
g FosA =Ha of wE A7 Bz o ge
oo] Axut F Aol HAAHIE (astrocyte)} vl
Ao} A X (microglia cell) & 2}=+3led TNFeq, IL-1
9] cytokine2 AEA = w, o]z]§ cytokines]
o)sted WutHlxe} W7o Abgabgo] doju
=c}®®  ZA)e]| cytokine phospholipase A, 2 &
A A WA 2o} oA 2ute] QA A2 RH pl-
atelet activating factor(PAF)$} arachidonic acid
ARFEES AAEA Dot olda e AR o
% ub3el oJate] HEH Ae] FIAo] Frlste
g A5 e wEAEASe] JFE Q3 ¥
#4 ¥-F(vasogenic edema)e] vjehpA| w2,
e WIS 9§t 54E4 (oxidizing chemical
£ 3o EAE)Y 2 AEA FF(cyto-
toxic edema)= ZeH3}A| o}, o]e} e GJFol
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—A Ah:o]er kel e ublg e HERA o T3¢ o]

g ¥ HgA 9] 9 (dynamics), HthAl F =33
AHgEA7 e WstE AR H5-F3 Heke] A, o
579 7tazl vehdA sol Al Hgtddel FHkR
s A E0) £33} w7} A Q] HEA o] vehtA g

ol 2k AMTA Hutde] EAAYEEA HE 7
AHo| wajAozn A2 AsH o] ZAE oA
ded Axats yWEsise] Ade] EiiE, 9%
) 7) A5 (TNFe, IL-1, PAF, arachidonic acid tjA}
AFRE), W8T, £ K9] Ae]A wHslel] g oz
gy Eol AlA=EI ok

Indomethacin®. 2 tF5= u|Ae|RZe|cA] 3o
A= FE4YPlA cyclooxygenase B4& HAlFe
23 PGE,(prostaglandin E;)¢] A4, ¥%F 24,
Abg, el AR FHE5E ARATle Al
FEEG oA, Moz AHE-E] HEtoire
7}A el A7} 8753 ¢lr}. Pentoxifyllined phos-
phodiesterase AAA 24 1 4242 F&g 7|H
L ote A 9| A=t A FY cyclic adenosine mon-
ophosphate =& Z7[A7le 24 A ZF2 &
Ao zhas} tpyANYT ] S FaAF)e] FF
Hooph, i E CD184A A= NET79
Gz R HpejRel o]Fe] B
CD185-8A15 #astezs 31315425 (chemo-
tactic stimuli)el] o3t W d+9] 55 (emigration) &
AA A7), o|9] Asade} AL WH7s7)
23k A4Aql A7 et

Corticosteroid= 1 g% fg72 o|&sle @
9354 Agkoll AMg-Eo] $ict. Tauber Sandes™ o]
A8gF FEAF el A preumococcusell 2§k >|u}hedel
4] dexamethasonest Foig+ 7% =g, ¥o] & ¥
fF, 22z HHPpAe fA v A [AS)
921 methylprednisolone®] 7-§- »3-% wubajojut
ko] lg& A3t Kadurugamuras?E 7
2 modelol| 4] dexamethasoneo] ¥ HHe] PGE,
e} o)A HHFYoe o] Fe g 7
A A17e #Astgdr}. Syrogiannopouloss -2 H. in-
fluenza bel] &J§F 2}edo| 4] dexamethasonedt A&
g+ A9 m=E= ceftriaxone®} dexamethasoneg- 7to]
AHEE Aol HBEF, =gk, 2 fA w29
A2 Bastecd. AFPPHelA dexamethasoned-
TNF messenger RNA 2] of& 7}4A]7]1, o]2] ¥HY

B gER-

(translation) & wls|gte 24 TNF APAS 7144]7]
= 7lo] #akE|)c. Dexamethasone2 3+ [L-1
4-xzFe]  EA}(transcription)2 IL-1 messenger
RNA9) Hoe 7oz IL-19 A4E A
)\]7‘1‘:}_35.35)'

A4 =g H8elA steroide] Aol g o
2 Y4 d7-5o] s gtedl, DeLemoss' 3,
Belsey5'V-& steroid AHgoll 9% 9434 faAE
3 5 glol} sk, $lof dEEE ol 4% olF
Bae 2 Alg oA} A" P4 dexametha-
soned AMEEH FollA AHE AR 242170 F AR
] # el AL 2734 $1F 2Tl vlste 2= A
f4b 9 whek see gRasiga, 3R FU1ekel
o, 7|7k Fasiged, 1en HYAA L
A& ZHATe BEE F AU £ Aol A
8 AlRb 72217 F A8 HAS AR 2)e)lA
A 5 g2 vt Zadgy, E=
FEE 3715 HgellAe 45 uhe] 43
& 2o

Waagner5°*"-2 x|2}todo]|4] dexamethasone A&
A] cefotaxime?] A F4]2|Hel o3t 4% @
A Fo] 847} Fo dexamethasoned F-oJ3}4lS-
wjol] wlgte] YAy o F& 2] TNFa, ¥
g7, a2z chfsko] AYS Budgct =¥
Mustafa5*-& H. influenza b3 ©|-43+ FE4 g0l
A W=4 Fo]#o) dexamethasoneo] Fo x|+ 74-9-
YA E5e 2)gF TNFAgHAe] 2age aska
o} £ dFelxe lelelMe FAA Fo3A, 204
+ FAA Fo9 FAll, T FAA AHF
dexamethasone¢] Foi=glom, A§PFE2] 7} o]
FoiA|zbel] W Afol= wlas}A| Eahedrt.
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The Therapeutic Effects of Dexamethasone Therapy
in Neonate with Bacterial Meningitis

Eun Gyung Lee, M.D., Kook In Park, M.D., Min Soo Park, M.D., Moon Sung Park, M.D.,
Ran Namgung, M.D., Chul Lee, M.D. and Dong Kwan Han, M.D.

Department of Pediatrics, Yonsei University College of Medicine, Seoul, Korea

Purpose : In experimental models of meningitis and in children with meningitis, dexametha-
sone has been shown to reduce meningeal inflammation and to improve the outcome of dis-
ease. We studied the effects of dexamethasone administration in neonates(<2 month-old)
with bacterial meningitis.

Methods : We retrospectively reviewed the medical records of 30 neonates admitted to the
nursery, the Yonsei University College of Medicine who had findings characteristic of bacterial
infection on examination of cerebrospinal fluid. Twenty neonates were received antibiotics
only(grp I : n=20, Jan 1988-May 1991) and ten neonates were administered dexamethasone
with antibiotics(grp II :n=10, Jun 1991-Jun 1993).

Results :

1) The demographic, clinical, and laboratory profiles were similar for the patients in the
two treatment groups.

2) The mean increase in the cerebrospinal fluid concentration of glucose and the decrese in
protein levels after 72 hours of therapy were significantly greater in grp II patients than Grp
I (glucos 2.8 vs 20.8mg/dl, p<0.05). Secondary fever, defined as a rectal temperature 38.0°C
or more after at least 24 hours of maximal daily temperature of 37.9°C, occured more fre-
quently in grp I1(25% vs 70%, p<0.05).

3) Abnormal brain imaging studies were observed in more frequently in grp 1 (8/18,44%)
than those in grp 11(3/10,30% ).

4) There was no side effect of dexamethasone therapy.

Conclusions : We conclude that dexamethasone is beneficial in the treatment of neonates
with bacterial meningitis and is expected to prevent neurologic sequelae.
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