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A case report of fatal traumatic brain injury complicated by

propofol infusion syndrome
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Abstract; A 55 years old female patient was given propofol medium and
long chain fat emulsion injection once, during the operation due to traumatic
brain injury (TBI), with no documented adverse drug reactions (ADRs).
Postoperative cerebral edema was treated with propofol injectable emulsion
sedation to lower intracranial pressure. One day after medication initiation,
the patient developed oliguria, darkened urine, elevated creatine kinase,
elevated transaminases and electrocardiogram (ECG) changes. The patient
responded poorly to fluid resuscitation and hepatoprotective therapy, leading
to a presumptive diagnosis of propofol infusion syndrome ( PRIS). Three days
later withdrawal of propofol symptomatic treatment were administered. The
patient’ s symptoms and laboratory tests improved, but later death due to
heart arrest. This case serves as a reminder that clinicians should be vigilant
about the cumulative dose and infusion duration of propofol when treating
critically ill patients. The absence of ADRs with previous use don’t entirely
preclude the risk of subsequent administration. Early recognition of PRIS is
critical. Once patients experience symptoms such as unexplained creatine
kinase elevation and ECG changes, early diagnosis, timely drug withdrawal
and symptomatic treatment measures such as hemofiltration should be taken
to ensure medication safety.
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PNTE 3 ( propofol ) 1 Sy lfk IR i FH 14 S 8 JDk FH bR
Pzl e gt 2 Y, Gl s y - AR TR
(+y — aminobutyric acid, GABA) SZ{4 , i/ 41 fitd PN £5 1)
TN A B WU 2 A Y 2
ULZGAS B SIS AL AT SR R A0 ] 3 SO S5
PR B 5 255 1iE ( propofol infusion syndrome , PRIS)
S — il 7 0 LSO R 25 IR o T N A
T PRIS [yl PR 45 5 , 12 W7 b i g R 5 — 0
75 14 i 45 457 ( traumatic brain injury, TBI) & # PRIS
4 AT 5 2 R I R R AIE 32 20 w8 O 1R ) M G Y
Il R AR AE AT R 56 4 B B, 56 1 PRIS A~ S 4t 4%
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BREHR(2 A13 B) MK B AR AK
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CK)273 U - L', JLWA 4 it [5] T Jiff ( ( creatine kinase
isoenzyme, CK —MB)4. 1 ng + mL™" | ZLE& I S 1 (lactate
dehydrogenase, LDH)315 U - L™, JJL£1 8 [ ( myoglobin,
MYO)77.1 ng - mL™", K| TR R R E L T M (aspartate
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Table 1 The adverse drug reactions( ADR) of the patients were evaluated with the Naranjo’ s ADR assessment scale

Questions Yes No Do not know Score
1. Are there previous conclusive reports on this reaction? 1 0 0 1
2. Did the adverse event appear after the suspected drug was given? 2 -1 0 2
3. Did the adverse reaction improve when the drug was discontinued or a specific antagonist was given? 1 0 0 1
4. Did the adverse reaction reappear when the drug was readministered? 2 -1 0 0
5. Are there alternative causes that could have caused the reaction? -1 2 0 2
6. Did the reaction reappear when a placebo was given? -1 1 0 0
7. Was the drug detected in any body fluid in toxic concentrations? 1 0 0 0
8. Was the reaction more severe when the dose was increased/increasing, or less severe when the dose was decreased? 1 0 0 0
9. Did the patient have a similar reaction to the same or similar drugs in any previous exposure? 1 0 0 0
10. Was the adverse event confirmed by any objective evidence? 1 0 0 1
Total score 7
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36.8% ', 58 il vh 22 iR H A BURIA T G i
5,36 (il H T, A UL TBI 835 & A4 PRIS LT 3
B

PR T B 2 E 4 1 5 PR 3R B e R L

[ G e (A P " R B REAR
) oKL A PRI AT A F LS B e 2 SO K2 T
WK BB L 240 mg - kg
J& PRIS AR B EER B ZE " . peah, %67 &
AT REGE PRI

WFFE 2, M 2% BE 0575 S GABA 32 (A Ih Ak 1 A8
Ak, 3 T B2 5 W JFR T 245 10 1 VR VBRI 5 v ) £ T
BE X T TE 9 3 B A O 2 P O, 5 B PR AT I, %2
P AE SRS I 9 ) R B AR, o P B PRIS 9 XL
R T 53 (EBE T XU A s T 5

PRYA B i 1 25 B AR 0 R R LR i AR 58 28 T
I 2 A TR T T 3 S0 A O 5 4 ) e i s, 3
WA RE H 0 EE 8 SR AL 10z 38, I e & 51 & LA
SN F P A eyl R A O o (¥ (e i 4
R VRN 10 BB, HOV A 1 SRR PR R 5 1 S 3 I
FREAL ST o TERLHERE b, PR B o 3000 o PR s A
WEEERE T 1, 1k — 4 BEL T K S 6 T R M R B B R
A, S5 K 15 PR BT A S R B B 2 i B A
B A UG TR LA, ITTZS o 2R o, 20 U R
fat 10 WP RH o R T BE R 1 A T
FIENIAE BN AT & PRIS™ o A 3% ok HEAT 4k
PRIy RE KL, TC A BB B R AEAE LR IR T e
R

A 8, ) L, DR R R G 4% R 2
Ko rpAR 545 7 B, P E N A ZAL, AR v 2R
LRI I S A e N S N U N {1
FL 25 By Wiz 26 0 TE 25, 763 B 2 50 & i
240 mg - kg B K A PRIS MG 2. 1AM, B
FAR AR A T BRE A H 2 O 325 ) g e it
fig, H.A Gk = nT ik —2 2 e g B Q. PR YA B 490 1l
BIRAEAL, 5 AL, 75 S Lok (R D RE AT, BT
FECH RO LA MR . AB B 2024 4E2 A
12 H {8 FH PN A B A/ A< B B 1D LV S 1wk, Je i i
Ao 2 H 19 H P9 I0 M LR v S8 s B ik
R, WURR K s G T 55 5 8 1 , Ll st 9 T
PR, % 82 PRIS, H PRIS N % A RIS, Kk
LD MERITIET

I, PRIS Bkt = A 0477 15, TBL f % 17 i 4
KRFE] (> 48 h) BRI i 79 30 1, R BUR R
HRIE 240 mg - kg™ o HRBIE A I R AL
T e 1) B S8, 7 8 U0 W 0 L AR B LT
BE VOINRE ORISR bR, A PFSEIN N, 4 H L
BRI T REAT B T AR PRIS &2k 3%, B B Ji IR
(9 LRR A >S5 000 U - L' sk FLAR = 4 mmol «+ L',



3124

v T R 25 PR gk R

41

521 ) 2025 4F 11 F (4 443 1)

Je Tak g B 10 AR5 vk 2 P 35, B 35 BE MR B PRISP!
A S IG H T O A R R R . AR TR L
RTE SR, PIE R /KB I 5 5L 0 8 LT 22 2 %A1,
JFFIEAR 1R 7 /N2 b e i K Ak & 4 T B AIG PRIS
R 2 ELREE PRIS, 57 B2 25 , 460 HC At
F SR PR K P A ST L 270 R LS £
Rz AR E RS RE AR TG, R T R
LI P8 A 3 5 I Y0 v s 7 0 L e 16 AR,
b/ E L

S

(1]
(2]

[3]

[4]

[5]

[6]

[8]

[9]

[10]

[11]

[12]

Wi, Bt . 29 M. Junt. AR diRRAL, 2018, 109.
MIRRAKHIMOV A E, VOORE P, HALYTSKYY O, et al
Propofol infusion syndrome in adults; A clinical update[J]. Crit
Care Res Pract, 2015, 2015(1) : 260385.

JBRFS , B, ZERA0E . POIAMYZS AN RSN ETE AL ) BT 52
BURLTD. IR RZG B %5, 2023, 39(12) ; 1815—1819.
VB, Tl B, S NIAMETESS S IEBIREL)]. e
FHE PR (51300 BE2y 1A= ,2024(4) : 166—169.
KRAJCOVA A, WALDAUF P, ANDEL M, et al. Propofol infusion
syndrome: A structured review of experimental studies and 153
published case reports [ J]. Critical Care, 2015, 19(1) ; 398.
NARANJO C A, BUSTO U, SELLERS E M, et al. A method for
estimating the probability of adverse drug reactions [ J] . Clin
Pharmacol Ther, 1981, 30(2) ; 239—245.

HEMPHILL S, MCMENAMIN L, BELLAMY M C, et al. Propofol
infusion syndrome: A structured literature review and analysis of
published case reports [J]. Br J Anaesth, 2019, 122(4) ., 448—459.
DAUWE D F, GUNST J, VLASSELAERS D, et al.
infusion syndrome in traumatic brain injury: Consider the ECMO
option[ J]. Intensive Care Med, 2021, 47(1) . 127—129.

ELENI S N, VASILIOS P E. Propofol infusion syndrome ( PRIS) in

Propofol -

neuropatients: Early initiation of renal replacement therapy: Case
series and literature review[ J]. Age, 2023, 21(49) . 22.
MUNARETTO L, DELLA M A, MARSON G, et al. Critically ill
intensive care unit patient with an unusual EKG[J]. Eur Heart J
Suppl, 2024, 26(2) ; ii49.

ASP R, LOEB D, LAUTZ A, et al. Propofol infusion syndrome in
an adolescent with severe traumatic brain injury [ C]. Crit Care

Med, 2025, 53(1) :991—992.
LI W K, CHEN X J C, ALTSHULER D, et al. The incidence of

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

(23]

propofol infusion syndrome in critically — ill patients [J]. J Crit
Care, 2022 (71) :154098.
IMAM T H. Propofol — related infusion syndrome: Role of propofol
in medical complications of sedated critical care patients[ J]. Perm
J, 2013, 17(2) . 85—87.
UPPULURI S, VILLARREAL E G, DORSEY V, et al. Propofol in
the pediatric intensive care unit, a safe and effective agent in
reducing pain and sedation infusions: A single — center retrospective
study [ J/JOL]. Cureus, 2022, 14(8): €27925. 2022 - 08 - 12
[2025 -03 —01]. https://doi. org/10. 7759/ cureus. 27925.
AR, R, PNHT, S L LT R TSR (RPN A B T SR A AR
1B L], I ZEE B R4, 2023, 44(8) : 1006—1009.
PARK N, HA T S. Successful treatment of propofol — related
infusion syndrome in critically ill patient receiving low — dose
propofol infusion; A case report[ J]. Acute Crit Care, 2023, 38
(1) 144—148.
DAHAHA A A, XIAO Z, ZHU X, et al. Location matters:
Overlooked ethnic — geographic effect in China and Austria on
propofol/cisatracurium  sex  differences among a  population
pharmacokinetic/ pharmacodynamic ( PopPK/PD) covariate analysis
in men, women, and one transgender subject[ J]. Fundam Clin
Pharmacol, 2022, 36(1) . 182—198.
SHIMIZU J, TABATA T, TSUJITA Y, et al. Propofol infusion
syndrome complicated with mitochondrial myopathy, encephalopathy,
lactic acidosis, and stroke — like episodes; A case report[ J/OL].
Acute Med Surg, 2020, 7(1): e473. 2019 —12 -04 [2025 -03 -01].
https://doi. org/10. 1002/ams2. 473.
FONG J J, LYNCH S, RUTHAZER R, et al. Predictors of
mortality in patients with suspected propofol infusion syndrome[ J].
Crit care med, 2008, 36(8) ; 2281—2287.
FINSTERER J, FRANK M. Propofol is mitochondrion — toxic and
may unmask a mitochondrial disorder[ J]. J Child Neurol, 2016,
31(13): 1489—1494.
ZAMBON M G, BONFIM L C M G, GUERINI I S, et al. Propofol
infusion syndrome as a cause for CRRT circuit malfunction; A case
report with literature review[ J]. Ren Replace Ther, 2023, 9(1) ; 42.
THEILEN H J, ADAM S, ALBRECHT M D, et al. Propofol in a
medium and long chain triglyceride emulsion: Pharmacological
characteristics and potential beneficial effects[ J]. Anesth Analg,
2002, 95(4) : 923—929.
XUWE, R, Bz . A IR S T KA PR TE B B0 3 9 i i
ZERIELT ] BPWIARR RO ZRA, 2021, 23(2) : 2.

(Y5 B HA 2025 -07 - 16)



