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The Effect of Immunoglobulin as Adjuvant Therapy in Pediatric
Patients with Antibiotic Ineffective Pneumonia

Hye Jung Yun, M.D., Yeo Hyang Kim, M.D. and Myung Chul Hyun, M.D.”

Department of Pediatrics, Keimyung University School of Medicine, Daegu, Korea
Department of Pediatrics, Kyungpook National University School of Medicine, Daegu, Korea

Purpose : Despite the appropriate antibiotic therapy, some patients with pneumonia do not show
a significant clinical improvement. One of the important factors associated with the aggravation
of pneumonia is the inflammatory response of the patient. The use of intravenous immunoglobulin
(IVIGQ) to regulate inflammation in severe pneumonia may be beneficial. We evaluated the therapeutic
effect of IVIG as an add—on therapy in patients whose pneumonia did not respond to the initial
antibiotic therapy.

Methods : This study was conducted from January 2006 to March 2009 on 14 patients admitted
with pneumonia who showed persistent fever and progressive worsening of radiographic findings
in spite of appropriate empirical antibiotic therapy. Immunoglobulin was administrated on the 3rd
to 10th admission days (6th days on average).

Results : The median age was 67 months (range 16—102 months), and 8 were female. All child-
ren received ampicillin+sulbactam+macrolide, or cefotaxime+macrolide. Acute Mycoplasma infec-
tion occurred in 64% (9/14) of the patients. The collapse and/or consolidation of the lobe was
found in 50% (7/14) of the patients on chest radiograph. After IVIG administration, all patients
became afebrile within 24 hrs, and their C—reactive protein and radiographic findings showed a
significant improvement in several days.

Conclusion : Prompt IVIG therapy may be beneficial to patients with pneumonia who did not
respond to the initial antibiotic therapy, especially when the use of corticosteroids is contraindi-
cated. [Pediatr Allergy Respir Dis(Korea) 2010;20:17—22]
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W (C—reactive protein) ‘& & " AL A& 57F
A0 7 o] g it B SAtellA 1 FAl A wlo]
FEehzmt el g IgM 92 1eG 5ol A A A A3
Sk, 1gG 5ol FA2 9717} 1:320 ol dolAv 744

W HARE 40 01739 97 g BRL AA9olHA FA
o I[gM 5o] A7} g vk 1ol A& npo|mEek=
wlel] 25t 94 7o Hdegich rEd Al A
wto] ZEekzmt IgM 9 1gG 5ol T AAkelA S/do1d
A TR qEE FARlA 048] IgMe] oA 1gGE]
dso] Lo wlo] mEetzul o] ofd Fow st
AT

3. WA X=

%7] 49 YA X FE=Z ampicillin+sulbactam =
cefotaxime 150 mg/kg/Yell F7FH0 2 FARE clari-
thromycin 20 mg/kg/¥<S AR 7+ $ixfe] w5 o
A Rlatoll datttal A E= AR A Fol 3¢
ool A T& XS I T4 S glar T
AR Aol G AL A% F4lo] gy 2319 o3}
5 Hol= AeEhd dx FAAC] 452 ampicillin+

sulbactam T+ cefotaxime= 200 mg/kg/, clarithro-
mycine 30 mg/kg/L 0.2 FH3IAL, oA} YA = v}
:5101;\1 THA] 3—49E& ARSI ool A &]= o)

I A ’\744 g HolA] kS W A8 HEAR
X"}%‘ﬁ SEEIE Ty, 1 oKy/ds 13] B
ggo] Auj7kA] 400 mg/Kg/dS 1-33] FAlsIGITH
Clarithromycine 794 W AE 535}9] nlo]7Ze}=
w54 o] oeks Xide] UA™ o o]} FolshA]|
ololyl FQlE Ll FALE AL AHRO|ES EA|

Ahge Bk flsie

4. SAE 2A

HI

Wel FEE Fol A9 ¥ A 449 Hl
SPSS 17.0 (SPSS for windows, version 17.0, SPSS
Inc, Chicago, IL, USA)-& ©]8-3t paired t—test= 3F3Ith
P<0.05¢ Wl BAEHOZE Folgt 2|7} olrkar Bt
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FALE el BRIV B 69U (3-1089) AHg
190=dl, BF gte]l vjal] Sl Aakar C ke whljo]
1. LM EX - 1ol &
14.4% Z7k=0] AR 199} 23 A9} sh v
d S AN A EAL Table 13} gk, o o) HF 8RS Hol B shxkge] vl Agk F4- AN &
A} 147 = Yoli= 61, olo}= 8Wo]Qa, E7kAHe e BE 17elMs 42 ol 399} 494 AR |
67712 (16-102/1)01lth 19 A welrizke Bar 4.6 O FEeEel FolEdinh A 11IA FAE WY 22
A(1-8%), d€ T 2 7ITHS Hat 74 G-11D 0l Balo] Eold k= 13} T4 Fof o]& gk Zek 93}
m, A 717 B3t 102 (6-169D) o1tk
2. %.'M _+_?_1 P =0.006
16 - 1
A FA] W S 8,289+4,241/mm’, T} sl ¢
65+18%QT C WHS whilo] 5.2+4.2 mg/dLyIT). %% _ | -
AP 2N TN TRV A, TR A o L . .
AR B 19l 5 SS9 A D E 6 $
AFE B3l 4 mlolmEeknt g1qlo] SelEl ks 99 *1 . :
olek (Table 1) 25 4ol4] 14 ) Aleh ot v 1 ! i
& AV FEEE 72 Stk pre IVIG therapy ~ post IVIG therapy

Fig. 1. This figure shows the comparison of C—re-
active protein (CRP) between pre— and post—int-
ravenous immunoglobulin therapy.

Table 1. Patients’ Characteristics before Intravenous Immunoglobulin Therapy

Fever Fevgr
. Age  duration dﬁé?ii%“ WBC  Neutrophil  ESR CRP méﬁgﬁfas
Patient = Sex gy 2T NIG (mm) @ (wh) ugld)  ma S
adléujs;on therapy infection
Y (day)
1 F 89 1 11 4,200 53 28 1.79 + lobar
2 F 15 7 4 7,800 83 38 14.4 + bronchial
3 F 92 7 6 6,880 86 35 7.11 + bronchial
4 M 41 3 8 6,200 62 34 10.9 + bronchial
5 M 102 6 7 6,090 60 35 2.24 + bronchial
6 M 75 7 6 8,830 86 32 8.57 + lobar
7 F 70 8 7 3,380 51 50 0.19 + lobar
8 F 54 5 6 4,780 60 56 2.7 - lobar
9 F 49 1 9 8,710 65 15 1.11 - bronchial
10 M 16 5 6 16,400 20 17 0.14 - bronchial
11 F 83 3 3 12,450 80 37 5.87 + lobar
12 M 37 3 6 16,330 84 26 4.56 - bronchial
13 M 86 7 6 9,980 63 64 7.26 + lobar
14 F 36 2 7 4,020 62 34 6.62 - lobar

Abbreviations : mo, month; IVIG, intravenous immunoglobulin; WBC, white blood cell; ESR, erythrocyte sedimentation
rate; CRP, C—reactive protein; F, female; M, male; lobar, lobar pneumoia; bronchial, bronchopneumonia
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