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—Abstract—

The Clinical and Radiological Observation of Congenital Syphilis

Byung Sik Nah, M.D., Ung Ki Chung, M.D.

Department of Radiology, College of Medicine, Chonnam National University

Congenital syphilis is transmitted throuth the placenta by the infected mother after 16 weeks of

gestation.

Since the incidence of syphilis is again on the increase, syphilis remains at the present time a public

problem of major and increasing proportions. Recently, congenital syphilis has different formas of

presentation.

The authors observed clinically and radiologically 27 cases of congenital syphilis in the neonates and

infants treated at the pediatric ward of Chonnam National University Hospital from Jan. 1977 to Mar.
1982.

1.
2.

The results are as follows:

The number of observed patients was 27 cases, 22 cases in male, 5 cases in female.

Onset of first clinical symptoms and signs was within the 4th week life in 14 cases (52%), 1-2 months
in 6 cases (22%), 2-3 months in 4 cases (15%), 34 months in 3 cases (11%). All cases was within
6 months.

The order of the frequency of common clinical manifestations was hepatomegaly (96%), splenomegaly
(78%), skin lesions (63%), anemia (63%), nasal snuffle (56%).

Of 11 cases with known birth weight, 10 cases were low birth weight.

5. The serologic test (VDRL slide test) of 27 tested cases revealed reactive response in 26 cases, non-

~
.

reactive response in 1 case, and that of syphilitic mothers except one revealed reactive in 23 cases,
non-reactive in 3 cases.

Roentgenographic syphilitic bony changes were detected in 26 cases (96%), of 27 studied cases,
Osteochondritis was present in 24 cases (89%), periostitis in 21 cases (78%), osteomyelitis in 11
cases (41%).

The most common sites affected were as follows. Radius and ulna were the most frequently affected,
the next were in order of tibia and fibula. Considering osteochondiritis only, the distal end of radius
and ulna (78% respectively) and proximal end of tibia (67%) were the most frequently affected sites,
the proximal end of femur (33%) was least frequently affected site.

On chest films of 27 cases, osseous changes (Mainly periostitis) of clavicle were noted in 14 cases and
those of rib in 2 cases.
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Table I. Age at the Onset of Sypmtoms and Signs

Age (month) No. of cases (%)
Under 1 14(52)
1-2 6(22)
2-3 4(15)
Above 3 3(11)
Total 27(100)

Table II. Age Distribution under the 1 Month

Age (week) No. of cases (%)
1st 3(11.0)
2nd 1(4.0)
3rd 5(18.5)
4th 5(18.5)

Total 14(52.0)

Table III. Sex Distribution

Sex No. of cases (%)

Male 22(81.5)

Female 5(18.5)

Total 27(100)
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No. of cases(%)

6) 2O WAIMBIY A Results Patients Syphilitic mother
F X -AAAGAL 270 F §4HS B ASE 2 Reactive 26(96) 23(88)
Non-reactive 1(4) 3(12)
Table IV, Birthweight of 11 Patients with known Total 27(100) 26(100)
Birthweight
No. of cases istributi Lesions b
Birthweight (KG) Table VII. Distribution of Osseous Lesions by
Manifestation
Prematurity  Fullterm Total
1540 " " i Manifestation No. of cases (%)
2.1-2.5 4 5 9 Normal 1(4)
2.6-3.0 0 1 1 Osteochondritis only 4(15)
iti 0(0
- X . - Osteomyelitis only (0)
Periostitis only 2(8)
Osteochondritis & osteomyelitis 14)
Osteochondritis & periostitis 9(33)
Table V. Incidence of Clinical Manifestation Osteomyelitis & periostitis 0(0)
Clinical Manifestation No. of cases (%) Osteachondritis, osteamyelitis
& Periostitis 10(37)
Hepatomegaly 26(96)
Sylenviegsly 21(78) Osteochondritis 24(89)
pa— 17(63) Periostitis 21(78)
Skin lesions 17(63) Osteomyelitis 11(41)
Nasal snuffle 15(56)
Abd. distention 10(37) Table IX. Osseous Changes on Chest Frontal
Fever 8(30) Films of 27 Cases
Resp. diffculty 7(26)
Bleeding tendency 6(22) Location of osseous change No. of cases (%)
Diarrhea 6(22) (mainly periostitis)
Coughing 6(22) Clavicle 14(52)
Jaundice 5(19) Rib 2(8)
Poor sucking 4(15)

Table VIII. Localization of Osseous Lesions in 27 Cases

Osteochondritis only
(case & %)

Location All type of lesions
(cases & %) Distal end Proximal end

Radius 25(93) 21(78) 13(48)
Ulna 24(89) 21(78) 11(41)
Tibia 23(85) 15(56) 18(67)
Fibula 22(81) 13(48) 12(44)
Humerus 22(81) 15(56) 14(52)
Femur 21(78) 16(59) 9(33)
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Fig. 1. Osteochondritis; well defined saw tooth me-

taphysis with deep zones of submetaphyseal
rarefaction in the ends of long bones, associated
with localized periosteal cloaking (periostitis).

Fig. 2. Periostitis; localized, thin, shell-like, increased
shadow parallel to the shaft of long bones,

associated with widening of the provisional

zone of calcification (osteochondritis).
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Fig. 3.

Osteomyelitis; bilateral symmetrical bony de-
struction in the proximal medial aspect of both
tibia (Wimberger’s sign), associated with
localized periosteal cloaking (periostitis).

Fig. 4. Periostitis; Chest anteroposterior view shows

localized periosteal cloaking in both clavicles.
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