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A Case of Propofol-Induced Acute Pancreatitis During Diabetic Ketoacidosis Treatment
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Diabetic ketoacidosis (DKA) can cause hypertriglyceridemia and, rarely, acute pancreatitis. Propofol, which is
used as a sedative for mechanical ventilation management, is a lipid preparation and may cause hypertriglyc-
eridemia and pancreatitis; however, there are few reports in the literature. We describe a case of propofol-
induced acute pancreatitis during DKA treatment. A 43-year-old woman, known with type 1 diabetes and hyper-
triglyceridemia, presented with a chief complaint of abdominal pain. Acute pancreatitis was diagnosed after a de-
tailed examination. At presentation, she had no evidence of pancreatitis. She required intubation and mechanical
ventilation, and 5 hours after starting propofol, she developed elevated pancreatic enzymes. Based on computed
tomography (CT) imaging findings acute pancreatitis was diagnosed. The propofol was discontinued, and the ad-
ministration of large volume fluid replacement, continuous administration of insulin, and administration of ga-

bexate mesilate improved the DKA and acute pancreatitis. DKA can cause acute pancreatitis, and administration

Corresponding Author: # T F W, T162-8666 5 HUHRH 1 X H T 8-1 & TR R K =L P H R qazxswed
1991418@gmail.com

doi: 10.24488/jtwmu.93.1_7

Copyright © 2023 Society of Tokyo Women's Medical University. This is an open access article distributed under the
terms of Creative Commons Attribution License (CC BY), which permits unrestricted use, distribution, and reproduction in

any medium, provided the original source is properly credited.

_7_



of propofol when mechanical ventilation is required may cause hypertriglyceridemia, further increasing the risk

of developing pancreatitis. Therefore, triglycerides (TG) monitoring is recommended when using propofol as a

continuous sedative in patients with DKA.

Keywords: diabetic ketoacidosis, propofol, pancreatitis, hypertriglyceridemia

&
SRR DRI A B 5705, TORICIRERE
JEASH D BB 23% LSS NTW BT, BEREE
N7 ¥ F—3 X (diabetic ketoacidosis : DKA) 1%
A4 2 AERAARIC X 2 IRERHEE D S mdh ik
MG605 (triglycerides : TG) MyEZFI X L, 2
WERZMIZHETRT A, Tz, NLIFIAEH O GHEHSE
ELTHHENSE 7aRT7 + = VIZRIEATH %
7212, & TG IMIEZ 5] &k 2 L FERORREZ #H5E
T2 LD 2D, WiHFEd v, 4Nk~ 1 DKA
DHERICBWT, NLHFREICH W7o R
T A= VICE ) EERE TG IELX AL, 2MEREL
ZIAE L7z L E R DN D RER kbR L7272 DA
5.

il

iE

BE 43%, Ltk

E5F 0 LIEEE.

BEAERE : FFRcdHZ L.

BEFEAE ¢ 1 BUBEPRIE, R .

I « FEddimz L.

WEITRE - (HOEIE) B & 2w E— & 1L/H
FI (BHE) 20~30 & F T 20 A&/ H o BRI &
D.

BHE: A VR v T AV (3 Hif, 14
Hfy, 1084, £ v A) ¥ ZFI9VX GRER
QHAT), ¥ X7 7aY >y 5mg E¥NAYF A
V¥ AR I mg, X747 5— b 04mg/
H.

IRREE @ 33 kIS 1 BIBEIRIBOBM L 2D, £~
2 UBEERBIB L2 A0 L ) o) 7Y
OB & B L7z, 41 R X 0 S RIIE (23 LT
PeIE IR e o7 X HY -1 H, X 0 IEHB
KO SHBLL, EE 2 2% L7z, BRsstbhi
W EfTW7T vy A SR, Rekizo
7o, Jmeth b PRI AR L, [ HERACY BE IR
B L o7z,

ZHWE MIEMA T2V 3 — X 499 mg/dL & &Il
BETH o 72, BRI A A 547 T pH 6.942, PaO,
1299 mmHg (FiO; : 021), PaCO. 10.3 mmHg,

Bl

_8_

HCO;™ 2.2 mmol/L, BE —284 mmol/L, Lactate 3.7
mmol/L, Anion gap (AG) 31.2 mmol/L & AG Bk
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Table 1.

Laboratory data obtained on the day of admission.

(Complete blood count) (Biochemistry) {Glucometabolic)
WBC 15,530 /uL TP 78 g/dL Glucose 552 mg/dL
RBC 474 x10* /uL Alb 3.8 g/dL HbAlc 8.8 %
HB 155 g/dL AST 22 TU/L
HT 48 % ALT 13 IU/L (Blood ketone body fraction)
PLT 35.8x104 /uL LDH 207 TU/L Total ketone 16,401.6 umol/L
¥-GTP 61 IU/L Acetoacetic acid 5,161.4 umol/L
(Urinalysis) CK 109 TU/L 3-Hydroxybutyric acid 11,240.2 umol/L
pH 55 BUN 23.6 mg/dL
Protein 2+ Cre 1.07 mg/dL (Blood gas (artery, room air) )
Blood 2+ Na 124 mEq/L pH 6.942
Glucose 4+ K 5.6 mEq/L PCO:2 10.3 mmHg
Ketones 3+ Cl 90 mEq/L PO: 1299 mmHg
Amy 87 U/L HCO3~ 2.2 mEq/L
Lip 27 U/L BE -284 mEq/L
CRP 5.36 mg/dL Anion gap 31.2
TSH 2.02 WIU/mL
FT3 1.88 pg/mL
FT4 0.66 ng/dL

Blood tests on admission revealed hyperglycemia and elevated level of ketones. Blood gas (arterial, room
air) showed a high anion gap metabolic acidosis. The levels of pancreatic enzymes were not elevated.

Figure 1.
Mild wall thickening of the ascending colon to the proximal part of the transverse colon

Chest computed tomography (CT) scan performed on the day of admission.

is observed, suggesting enteritis (arrow). In addition, fatty liver is observed. The pancreas

show no abnormal findings.
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Figure 2. Computed tomography (CT) scan performed on the day after admission.
Swelling of the pancreatic parenchyma and surrounding fluid retention are noted (arrows).

There are no pancreatic parenchymal areas with poor enhancement, and the extent of in-
flammation is in the anterior pararenal space (CT grade 1).
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Figure 3. Treatment progress.

Hypertriglyceridemia improves and pancreatic enzymes decrease after discontinuation of
propofol. Diabetic ketoacidosis improves accordingly, and the patient is weaned off the ven-

tilator on day 6.
Amy, amylase; Lip, lipase; TG, triglycerides.
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