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Diagnosis of Protein Losing Enteropathy in Connective Tissue Diseases
with *"Tc-human Serum Albumin(HSA)

Kyoung Sook Won, M.D., Yeong Seok Oh, M.D., Shin Ho Bang, M.D. and Won Park, M.D.

Department of Internal Medicine, National Medical Center, Seoul, Korea

Anterior abdominal scintigraphy after intravenous injection of ***Tc-human serum albumin (**®
Tc-HSA 20 mCi) was done in 16 patients with connective tissue diseases and 15 healthy control
patients. Patients with proteinuria or hepatopathy were excluded.

1) 7 (44%) patients among 16 connective tissue disease patients without the apparent evidence of
external protein loss showed abnormal intestinal accumulation of albumin. 6 patients with positive
albumin scintigraphy showed hypoalbuminemia.

2) There was no false positive scintigraphic finding in control group.

3) The serum albumin level in connective tissue disease patients (3.1+0.6 g/dl, n=16) was lower
than control patients (3.9+0.3 g/dl, n=15) (p<0.0001). '

4) The serum albumin level was lower in connective tissue disease patients with positive
Tc-HSA scan (2.8+0.6 g/dl, n=7) than the connective tissue disease patients with negative scan (3.
340.3g/dl, n=9) (p<0.05).

5) The hemoglobin level in connective tissue disease patients with positive scan (10.6+2.91 g/dl)
was lower than that of the control group (13.6+£1.5g/d}) (p<<0.05).

Hypoalbuminemia is frequently involved in chronic connective tissue diseases. Protein losing
enteropathy (PLE) is also responsible for the majority of the hypoalbuminemia in these patients. But
it has been ignored because the conventional method for the diagnosis of PLE was difficult to
perform.

#*mTc-HSA scan also must be validated by more extended study and comparison with the quantita-
tive study such as stool -1 antitrypsin measurement. There must be a reevaluation of PLE in various
diseases especially in connective tissue diseases with easy, fast, economical, and non-invasive method.
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Fig. 1. The HSA scan in healthy control patient
shows increased uptake in kidney, great ves-
sels, liver, spleen, bladder and bone marrow.
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2. The technetium-99m HSA image in
rheumatoid arthritis patient at 4 hr after injec-
tion shows linear uptake along the ascending
colon.

Table 2. Clinical rindings of Control Group (n=15)

No. Age/Sex Diagnosis TP/AL/G (g/dL) Hgb (g/dL) CRP ESR (mm/h)
1. 63/M Transient ischemic attack 7.2/4.2/3.0 17.4 — 1
2. 53/M Angina 7.0/4.1/2.9 15.7 - 5
3. 53/F Bronchitis 6.7/3.9/2.8 13.0 — 4
4, S50/F Asthma 8.3/4.1)4.2 13.7 - 7
5. 56/F Tention Headach 7.6/4.5/3.1 13.2 - 5
6. 50/F Depression 6.1/3.7/2.4 12.4 + 42
7. 50/M Cataract 8.3/4.1/4.2 14.1 - 6
8. 48/F Lung cancer 7.2/3.4/3.8 12.6 - 77
9. 61/M Pulmonary tuberculosis 7.0/4.0/3.0 15.0 — 9

10. 49/M Pneumothorax 7.3/3.7/3.6 13. - 1

11. 48/F Cataract 6.7/3.7/3.0 12.4 + 42

12, 34/F Chronic otitis media 6.5/3.4/3.1 11.2 - 10

13. 50/F Bronchitis 6.8/3.9/2.9 13.0 — 4

14, 44/M Exotropia 5.9/3.3/2.6 14.7 — 7

15. 24/F Acute pyelonephritis 7.2/4.1/3.1 13.1 ++ 78
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Table 3. Clinical Data in 3 Groups

Group 1 {n=15)

Group 2 (n=9) Group 3 (n=7)

Age (year) 489 +9.6
Total protein (g/dL) 7.1 £ 0.7
Albumin (g/dL)* 3.9+03
Globulin (g/dL) 3.2+0.5
1gG (g/L.) ND
IgA (g/L)*** ND
1gM (g/L) ND
Hemoglobin (g/dL)** 13.6 £ 1.5
ESR {mm/hour) 20.5 + 26.4

40.2 £11.7 47.8+9.7
7.2 £0.5 6.5+0.9
3.3+0.3 2.8 +0.6
3.8+0.5 3.8+1.0

29.4 + 8.8 244 £5.,5

397 +1.1 5015

2.69 + 0.9 3.05 +0.8

11.4+2.4 10.6 £2.9

48.4 + 401 80.3 + 45.1

*p <0,0001 : group1vs3, p<0.01
**p < 0,05 :group 1 vs 3.
Group 1 : normal control,
Group 3 : Tc-99m HSA scan positive patients.
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Group 2 : collagen disease with negative Tc-99m HSA scintigraphy,
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