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Clinical Experience of Mallory-Weiss Syndrome
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We had been experienced 66 cases of M-W syndrome during seven and a half years from 1979
to 1986.

1) Male patients were 65 among 66 patients of Mallory-Weiss syndrome.

2) The age was dirtributed from 21 years to 73 years old, and most of them were in 3rd decade
to 5th decade.

3) 42 cases were bled after vomiting(64%), but the history of vomiting was unknown in 24
cases of M-W syndrome.

4) Associated disorders were peptic ulcer(5), liver cirrhosis(7), gastritis (6), etc.

5) 59 cases of them had hematemesis, 44 cases had melena.

6) The sites of laceration were placed on esophagogastric junction (37 cases), stomach(2l) and
esophagus(18).

7) The number of laceration was single mostly(56 cases).

8) During same period, cases of upper gastrointestinal bleeding were 724, patients of M-W
syndrome were 9.1% of total upper G-I bleeders.

9) Bleeding was ceased by conservative therapy in most cases(59 cases), 5 cases were died
because of sepsis associated with traffic accident or diabetes mellitus.
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Table 1. Age Distribution

Age No. of Cases
21—30 5
31—40 16
4150 21
51—60 15
61—70 7
71—80 2
Total 66
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Table 2. Causes of M-W Syndrome

Causes No. of Cases

Vomiting 42(64%)

after drinking 37(88%)

intake of drugs 3(7 %)

assoc. with disease 2( 5%)
Vomiting(—) 24(36%)

Total 66
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Table 3. Associated Disoders

Disoders No. of Cases

-
Peptic ulcer 5
Gastritis
Laryngitis
Sepsis
Pulm. The
Liver cirrhosis
Tleus
Pneumonia
Renal failure
Subarachnoid hemorrhage
Gastric polyp
Diabetes mellitus
Hepatitis
Pelvic bone fracture
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Table 4. Hematemesis and/or melena

Hematemesis 59
Melena 44
Both -39

Table 5. Level of Hemoglobin on Arrival

Hb(gm%) No. of Cases
5— 6.9 11
7— 8.9 - 13
9-—-10.9 22
11—-12.9 10
13—14.9 5
15— 5
Total 66

Table 6. Site of Lacerations

Site No. of cases
Esophagogastric junction 37
Stomach 21
Esophagus 18

Total 66

Table 7. Number of Laceration

Number Cases

1 56

2 8

3 2
Total 66

Table 8. Prognosis

Spont. healing 59 cases
Operation 5
Death(non-operated) 2
Total 66
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