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[ Abstract] Objective: To improve the diagnosis and treatment of acute esophageal necrosis in clinical practice, and im-
prove the prognosis of patients with early intervention. Methods: By introducing the diagnosis and treatment of a patient with
septic shock, this complication was confirmed in the patient, and the literature was reviewed. Results: Through literature re-
view, we found that the occurrence of the disease was associated with a variety of factors, and that the occurrence of risk fac-
tors in patients in ICU was very common, with a high mortality rate, especially for those with cancer, diabetic ketosis, lactic
acidosis, shock, antibiotic use and the multiple organ dysfunction, who need to be alert to the occurrence of the disease.
Conclusion: The incidence of the disease is far higher than we expected. Missed diagnosis and mortality rate are high. Clin-
ical patients with high-risk factors, primary disease progression, or unexplained nausea, chest pain, upper abdominal pain,
vomiting, gastrointestinal bleeding and shock should be alert to the occurrence of the complications and take endoscopy exam-
ination as soon as possible. Using high doses of proton pump inhibitors after diagnosis, early intervention, treating primary
disease and actively improve patients’ general condition could improve the prognosis of patients eventually.
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Figure 1. Characteristics of Bile, Pleural and Gastric Fluid
from Patients
A Bile; B: Pleural fluid; C: Gastric fluid

Hy T R PR e 2 AL R RL AN B, Sl it — 25 W] 1
FALEN, 2 HEEAEEZN G, K212 CT(E
2) K YN A TR B O A IR T 2 R U
R B NA R AR R B 2. 2
LN (B3 A-C) R 18 ~32 cm T4 PUEE
KRB, Z2 100 A B IR PE Y 5 BE A 30 ~32 em
Ab 3 mZ 6 T AL AT WRE T, 8 ORI 5 B A
35 em AJ LA - B IR RIS R . 1) 1B R
Sz 2) BE T Bk, TREEDIINE, S



I F5 8 51497 2020 45 6 H 55 33 #5465 6 # J Cancer Control Treat, June 2020, Vol. 33, No. 6 . 507 .

WEFRE . MOABEEARA ICU 21y . 1) 2k
TR, B 20 AL, M s g, e IR e 2) Bl
PRI A R 75 53 ) i iR e, i e 38 54 ) e i AR
EAMREVIBRAS 55) I8 6) (R B F AR ;7 ) P
PR AREE TIPS, 3R] B SEHIME (8 mg/h) 17
WA , 45 5 UL 0GR SR P vy, MK 5 R
SRR, TR R R P Rl T (1g o8h) B dl
AT, IF T IRHERE (400 mg qd) HLE R EGE, i Y
KA MG Ir SCHF, M i 20 VB SR . s

1 & Ja A2 A T AT B, LR R I e i, oA DL A
RS KIRAE, I HBE R 32 em Ab AT R E D E
B2, VUSRI A A B D RN RIE AR, &
BN BURER MBS (P 3D) BT FL A e AL,
FNENRARTS . 3 AJafE R AR E AN
(B 3E) e/ &8 b T BEPY BERR IR e, 1 3 4
ZHEEREM DA RILHE RN HEEES
HSIREEIE R, T LA L AR MR ISR T, &
7 T IRZ5 W) H B o

T IR, A TCU — i J5 45 FH I TR 259

B2 BEINEZFEE CT XL

Figure 2. CT before and after Gastric Tube Injection with Contrast Agent

A. Near the left diaphragmatic surface around the esophagus of the lower mediastinum, there are many cystic shadows containing gas
and fluid, and the adjacent lung tissue are compressed. There are a few scattered gases in the remaining mediastinum, a small amount
of effusion in the double thorax, part of which is enveloping; B. Near the left diaphragmatic surface around the lower mediastinal e-

sophagus, there are multiple cystic shadows containing gas and liquid.
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Figure 3. Endoscopic Inspection of Upper Digestive Tract

A: The mucosa of the walls of the esophagus between 18cm and 32cm below the distal tooth ulcerated, with yellow-white necrotic mate-
rial attached to the surface; B: A fistula can be seen at 30 =32 ¢m 3 — 6 points of the distance teeth, and the mucosa of the fistula is
ulcerated; C: The esophagogastric junction is visible at 35cm from the tooth; D: Esophageal stenosis and local depression in the lower
segment of the esophagus showed that the fistula was less obvious than before, indicating that the fistula was basically healed; E: The
mucosa of the middle and lower esophagus was hyperemic, covered with white moss, and the wall of the tube was slightly narrow, with

no obvious fistula.
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Table 1. High Risk Factor of Acute Esophageal Necrosis

Type of risk factor High risk factor

External factor Excessive drinking, wound

Co-morbidity Cancer, aortic dissection, anticardiolipin,
diabetes, diabetic ketoacidosis, infection
( Candida albicans, virus, etc), sepsis,
shock, renal insufficiency

latrogenic factor Surgical, injury of nasogastric tube, drug

(‘antituberculotic, antipsychotic drug, anti-
tumor drug)
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