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A Clinical Study of Adenoviral Respiratory Infection in Children

Hong Keun Kim, M.D., Se Chang Ham, M.D., Seung Yeon Nam, M.D.
Young Jae Koh, M.D., Kang Mo Ahn, M.D. and Sang Il Lee, M.D.

Department of Pediatrics, Samsung M edical Center,
Sungkyunkwan University School of Medicine, Seoul, Korea

Purpose : Adenoviral respiratory infection can develop a life threatening condition similar to
severe bacterial pneumonia. Despite adequate intensive care, this infection progresses to acute res—
piratory distress syndrome and causes permanent lung damage in some patients. In this study,
we analyzed clinical features and long—term follow—up clinical data of this infection in children.
Methods : Forty—seven cases of inpatients were diagnosed as adenoviral respiratory tract in—
fection by viral culture of nasal aspirates or histopathological diagnosis at Samsung Medical
Center during the period from February 1995 to July 1998. We reviewed medical records retro—
spectively.

Results : During this study, 1301 cases of acute respiratory tract infection were investigated, of
which 47 cases were confirmed as adenoviral infection. Age ranged from 2 months to 6 years.
Initial symptoms were productive cough(100%), fever(91%), dyspnea(62%), diarrhea(40%), and
conjunctival injection(30%). Thirty—nine cases(83%) were pneumonia and 7 cases(15%) were bron—
chiolitis. The radiologic findings were pneumonic consolidation(60%), effusion(36%), infiltration (19
%), and atelectasis(13%). Five cases developed acute respiratory distress syndrome and 3 cases
expired. In 31 cases of recovered patient, follow-up evaluation was done at a minimum of 3
months (mean duration 9.979.3 months). Under the follow—up evaluation, 13 patients(42%) showed
physical and radiologic findings that consisted with bronchiolitis obliterans or bronchiectasis.
Conclusion : Because of severe clinical manifestations and pulmonary complications, early dia—
gnosis, adequate management, and long—term follow—up are needed for adenoviral respiratory tract
infection. (J Korean Pediatr Soc 2000;43:195—202)
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Table 1. Distribution of Age and Sex

No. of cases

Age (Male/Female) %

<6 month 1010/0) 21
6month—1yr 11( 9/2) 24
1.1yr—3yr 23(20/3) 49
3yr< 3(1/2) 6

Total 4740/7) 100
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Fig. 1. Monthly Distribution of Patients in Ade-
noviral Infection.

Table 2. Initial Symptoms of Adenoviral Infection

Symptoms No. of patient (%)
Cough 47(100)
Fever 43( 91)
Rhinorrhea 33( 70)
Dyspnea 29( 62)
Diarrhea 19( 40)
Nausea/Vomitting 14( 30)
Conjunctivitis 14( 30)
Sorethroat 10( 21)
Rash 8( 17
Seizure 6( 13
UGI bleeding 3( 6
Otalgia 20 4

A AYE B35 A9E Ry 47 delA V)
C ©o]’de] #do] 434 (91%) 2]

11.447.39

PE % AL 1981 40%), 24, FFE 148130 %), -
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Table 3. Physical Findings of Adenoviral Infection

Physical findings No. of patients(%)

Crackle 35(75)
Pharyngeal injection 22(47)
Hepatomegaly 18(38)
Wheezing 17(36)
Decreased breathing sound 15(32)
Conjuctival injection 14.(30)
Skin rash 8117
Tympanic membrane injection 7(15)
Chest retraction 7(15)
Lymphadenopathy 3( 6)

Table 4. Concomitant Laboratory Findings

Range No.of cases(%)
White blood cell < 5000 9(19)
(D 5,000-9,999 15(32)
10,000 —19,999 15(32)
= 20,000 817
Platelet count < 100,000 511)
(ul) 100,000—449,999 33(70)
= 450,000 9(19)
CRP (mg/dll) < 1.0 14.(30)
1.0-9.9 26(57)
=10.0 6(13)
SGOT (U/L) >50 36(77)
SGPT (U/L) >50 20(43)

=9 77 1581 B0%) A FRA A He] AHo
2 AT A 2281 (47%), 2EH o] 184 (38%)el
A BWPT 3FA o)t gt vlFust EhkE A
TE 108 @CLR)NA  AATE =EgE 3R d3x]l 8%
(16%), 19tzd 781(14%), 2% B Fozb 39
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Table 5. Radiologic Findings in Adenoviral Infection
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Table 7. Complications during Follow—up Period

Findings No. of cases(%)
Pneumonic consolidation 28(60)
Pleural effusion 17(36)
Infiltration 919
Atelectasis 6(13)
Peribronchial thickening 511D
Hyperaeration 511

No. of . Follow —up
Follow —up C?];n S)/IIBC%IJ? n Interval
cases (month")
Pneumonia 26 12(9/3) 9.749.2
Bronchiolitis 5 1(1/0) 12.049.5
Croup 0 0/0)
Total 31 13 9.949.3

Table 6. Clinical Progress of Adenoviral Infection

. Complete
No. of Ventilator Expire  recovery
cases care . .
at discharge
Pneumonia 39 8 3 24
Bronchiolitis 7 1 5
Croup 1 1
Total 47 8(17%) 4(8%) 30(64%)

“ Patients without abnormal finding in physical and
radiologic exam at discharge

7} 2}7) 368 (77%)$F 203 (43%) A Btk (Table
4).
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