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Clinical Study of Pulmonary Paragonimiasis

Jin Won Choi, M.D., Ik Soo Park, M.D., Dong Ho Shin, M.D.
Sung Soo Park; M.D. and Jung Hee Lee, M.D.

Department of Internal Medicine, Hanyang University, College of Medicine, Seoul, Korea

Background: Pulmonary paragonimiasis is caused by consumption of raw or improperly cooked
crabs infected by a laval stage (metacercaris) of the parasite. In our country it had been a highly
prevalent endemic disease until th late 1960s, and after then it’s prevalence has been markedly
decreased. But because some people have continued to ingest undercooked crabs, this disease have yet
occured sporadically.

Methods: We reviewed the clinical and radiological findings retrospectively in seventy-four
patients of pulmonary paragonimiasis including familial infestation in 7 familes (20 cases) who were
confirmed by food history, clinical and radiological findings, and labaratory data.

Results: The male: female ratio was 2.2:1 and most prevalent age was 40-49 years old. Twen6ty
nine patients (38%) had ova-positive infection. The detection sites were sputum (48%), pleural fluid
(17%), fine needle aspiration biopsy of nodular or cystic lesion (17%), pleural biopsy (7%), skin nodule
biopsy (7%), and stool (3%). The patients had pulmonary symptoms in 63 cases (85%) but 9 cases did
not have any symptoms. The 53 cases (72%) had abnormal radiological findings in lung parenchyme
(75%) and pleura (63%). However 21 cases (28%) showed no specific findings in their chest X-ray.
Serum titers (ELISA) of specific IgG for paragonimiasis in 13 cases were followed for average 9.8
months after treatment, which showed slow decreasement. In the evaluation of family member (7
family, 20 cases), all members having the common dietary history together with a proven patients
were confirmed this disease by serological test, regardless of the presence or the abscence of clinical
or radilogical symptoms.

Conclusion: We evaluated the clinical and radiological findings in 74 cases of pulmonary par-
agonimiasis including 7 family members who had a history of ingestion of improperly cooked crabs
together with patients. The paients of pulmonary paragonimiasis have various findings in clinical and
radiological findings. Common diet exposure history and laboratory findings including specific IgG
were important in earlier diagnosing and treating in family members of patients.
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Table 1. Diagnostic Approach of Paragonimiasis Patients

Trial - o
No, Positive (%)

Diet exposure Hx 74
Definite 58 78
No 9 12
Uncertain 7 10

PW skin test 74 61 82
(> 80 mm?)

Eosinophilia 45 38 84
(> 500/mm?) -

Serum total 1g E prist 42 40 95
(> 500 1U)

ELISA 53 45 85
(>0.25 0.D)

PW Ova positive 74 29 39
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Fig. 1. Age & sex distribution (Total 74 cases).

Pulmonary Sxs /

63
Non-Pulmonary Sxs
11
No. (%)
Hemoptysis 57 %0 No Sx 9 &
Cough 37 59 Neurologc Sxs 2 18
Fish smelled breath 13 21
Sputum 13 13
Chest pain 17 -2
Dyspnea 7 1

Fig. 2. Clinical symptoms of paragonimiasis patients.

A7

2).

o

=

ofN

4& 34384} (Fig.

pol

’

71559 A4

3. HAld 2=A

HAES 2L A7l T4l F 294 (39%) 4
o= 459 (61%) & Faks WASAE £}, &
B AL Aol A 140 (48%), ol 50
(17%), AR =44 FUBA 501 (17%), Y- A
e AAAA 200 (7%), S BA 2 (7%), A 1
o (3%) A=t (Fig. 3),

HAES RS 740l A A A s]e] 61
of (82%) oA okAHES, 13colAlE S48 uy
o} ‘

Tz AW ZAT AARe 45004 AlgElo] 74
(16%) A= AAEAR L, 38 (84%) N A= Z7)s)

L7 5

Ak AR F7PE9E 500~1,000/mm’E 134,
1,000~5,000/mm® 144, 5,000/mm3c]4bo] 11a6)4]
= A,

A F IgE= 4200014 A3 =]o] 4001 (95%) ol 4 <%k
478 BE ), ©)F 500~1,000 AkelE 104, 1,000
o] Ah& 30cfloll 4 ZHatE| o),

Eo] &4 AAHELISA: Specific IgG antibody for
53cdloll 4} A]Psle] 45¢) (85%)
£7¢ B3},

PW crude antigen) &
ol A oFA, 80l (15%) & 24
4. HAPMEE AAH

32} 7403 530 (72%) o)A vl A A Q] H X-A
£7¢ 233, 216 (28%) ANAE A4 24
ook F4 X-Add vl £A4F A “é u-e
4091 (75%), =24 #HEE 330 (63%) oA D=

u%"l 22011(41 %), 7187

L 5F 10 (1%) 502 DAY, S 42
de 1] U340 et oF A5
100014 B, 7152 A2 o) 5ol 2 FE4u

B Es vy,
X-A4 34 27 2el 21609 BAete 35713
A2 1300 (61%) 014 B3l B S|l Al

~ 276 —



| Ova-Positive
30% 29

| Ova-Negative
45

total 74 Cases

Skin Nodule Biopsy 1
2

FNAB
tool 5

Pleural Fluid
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Pleural Biopsy 14
2

Site of Detection

Fig. 3. Detection of paragonimiasis ova.

Radiologic Findings No. (%)

Parenchymal change 40 75
Patchy infiltration 12
Nodular changes 12
Cystic changes . 16

Pleural Change 33 63
Exudate 22 41
Empyema 4 1
Pneumothorax 7 13

Fig. 4. Radiological findings
patients.

in paragonimiasis
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ELISA Titer (0.D)

Fig. 5. Follow up of ELISA in 13 cases (Average 9.8 months).

Table 2. Clinical & Radiologic Findings in Family Groups

Months

14 16

Family Group Cases Sex/Age Main Complaints Radiologic findings
A 1 M/25 Hemoptysis Muitiple nodules
2 M/52 Hemoptysis Single nodule
B 3 M/24 Fever, sputum Both hydropneumothorax
4 F/24 Chest discomfort Both pleural effusion
5 M/50 None Patch infiltration
6 F/64 None Lt. pleural effusion
7 M/34 None Nodular & cystic lesions
8 M/24 None Normal
C 9 Fl44 Subcutaneous mass Both pleural effusion
10 M/48 None Lt. pleural effusion
1 Fj20 None Normal
D 12 F/19 Hemoptysis Patch infiltration
13 M/57 Hemoptysis Muitipie nodules
E 14 F/as Hemoptysis Patch infiltration
15 Mp4 None Lt. pleural effusion
F 16 M/50 Cough, sputum Nodule & patch infiltration
17 F/45 None Normal
G 18 F/34 Hemoptysis Nodular & cystic lesions
19 M/48 Hemoptysis. Cystic lesion
20 F/S Hemoptysis - Cystic lesion
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Table 3. Laboratory Findings of Family Groups

Family Group Case No, Skin test ELISA PW Ova Detection
A 1 + + + (FNAB & Sputum)
2 + + + {FNAB & Sputum)
B 3 + + -
4 + + -
5 + + -
6 + + -
7 + + —
8 + + —
C 9 + + -
10 + + —
11 + + -
D 12 + + -
13 + + —
E 14 + + + (sputum)
15 + + -
F 16 + + + (sputum)
17 + + -
G 18 + + —
19 + + + (sputum)
20 + + + (stool)
R A9 BAE % 29902 Ak 147 (48%), ol
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