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	 Patient:	 Female, 29-year-old
	 Final Diagnosis:	 Leukocytoclastic vasculitis
	 Symptoms:	 Deterioration of general condition • ecchymosis • hypotension • palpable purpura
	 Clinical Procedure:	 —
	 Specialty:	 General and Internal Medicine
	 Objective:	 Unusual clinical course
	 Background:	 Leukocytoclastic vasculitis (LCV) is a small-vessel vasculitis that usually presents with palpable purpura local-

ized to the lower extremities and may occur secondary to infections, drugs, malignancies, or idiopathic causes. 
Reports of ceftriaxone-associated LCV are limited, and presentation with concomitant disseminated intravas-
cular coagulation (DIC) and onset within hours is exceedingly rare.

	 Case Report:	 A 29-year-old woman presented to the emergency department with clinical findings suggestive of a urinary 
tract infection. She had no known chronic medical conditions or history of regular medication use. Within sev-
eral hours of receiving a single dose of ceftriaxone, she developed widespread purpura subsequently diag-
nosed as LCV, accompanied by DIC. At presentation, elevated acute-phase reactants and the clinical findings 
initially raised suspicion of urosepsis. However, the development of widespread purpuric eruptions over the 
entire body prompted reconsideration of the diagnosis in favor of drug-induced vasculitis. Rapid clinical and 
laboratory improvement after discontinuation of the suspected causative drug and initiation of methylpred-
nisolone indicated that a drug-induced process was predominant. Histopathological evaluation of a punch bi-
opsy specimen confirmed the diagnosis of LCV; characteristic features included fibrinoid necrosis and erythro-
cyte extravasation.

	 Conclusions:	 This case emphasizes that LCV can develop rapidly, mimic sepsis at initial evaluation, and occur concomitantly 
with severe coagulation disorders such as DIC. It also demonstrates the importance of early discontinuation of 
the causative drug and careful evaluation for systemic complications in patients who present with widespread 
purpuric eruptions.
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Introduction

Leukocytoclastic vasculitis (LCV) is an inflammatory process his-
topathologically characterized by the accumulation of neutro-
phils and immune complexes in the walls of small vessels [1,2]. 
It may develop secondary to various underlying etiologies, in-
cluding infections, drugs, vaccines, malignancies, systemic dis-
eases, and autoimmune disorders [3]. Rare cases of idiopathic 
LCV have also been reported [4]. LCV most commonly affects 
the lower extremities and typically presents as palpable pur-
pura [5,6]. It may also present with urticaria-like papules and 
plaques. In contrast to urticaria, LCV lesions usually persist for 
longer than 24 hours. The lesions are typically nonpruritic, and 
patients commonly report a burning sensation. Ecchymotic le-
sions may appear after resolution [7]. The manifestations may 
not be limited to the skin and may involve multiple skin lay-
ers, including the epidermis and dermis. Systemic manifesta-
tions can also occur, including gastrointestinal, renal, and cen-
tral nervous system involvement [8].

Case Report

A 29-year-old woman presented to the emergency depart-
ment with fever, chills, shivering, left lower quadrant abdom-
inal pain, dysuria, pollakiuria, and vomiting. Her medical histo-
ry included curettage performed at an outside center 3 weeks 
earlier for endometrial hyperplasia. She had not been hospi-
talized after the procedure but had been prescribed oral fos-
fomycin. She reported no history of smoking or alcohol use.

At presentation, the patient was evaluated in the emergency 
department with a preliminary diagnosis of urinary tract in-
fection based on the predominance of urinary symptoms, par-
ticularly dysuria, the recent gynecological procedure, and el-
evated inflammatory markers. Initial laboratory tests showed 
a C-reactive protein (CRP) level of 78 mg/L and a leukocyte 
count of 8000/mm³; urinalysis revealed leukocytes and eryth-
rocytes. The patient received a single 1-g dose of intravenous 
ceftriaxone along with symptomatic treatment; she was dis-
charged with a plan for oral antibiotic therapy. Baseline and 
follow-up laboratory parameters during hospitalization are 
summarized in Table 1.

* (1) (2) (3) (4) (5) (6) (7) (8) (9)

WBC (109/L) 8.6 12 10.2 22.4 28.8 18.7 21.8 13.4 12.3

PLT (109/L) 184 101 70 93 111 100 149 359 366

CRP (mg/L) 78.05 402.16 400.55 371.58 204.62 93.59 37.56 20.80 23.11

Procalcitonin 
(µg/L)

- > 95.73 51.74 27.74 - 7.83 - 0.12 0.06

Amylase (U/L) - 51 28 27 69 - 382 201 134

Lipase (U/L) - 20 137 - 89 - 699 319 172

INR - 1.83 1.29 1.32 1.14 1.18 1.01 1.09 0.95

D-dimer (plasma) 
(µg/mL)

- 23.49 - 4.08 - - 2.25 1.08 0.42

Creatine kinase 
(U/L)

- 455 1991 1539 1185 - 271 86 63

Creatinine 
(mg/dL)

0.92 2.04 1.19 0.86 0.75 0.69 0.52 0.48 0.6

Urea (mg/dL) 19 51 48 32 45 55 39 25 25

Fibrinogen (g/L) - 2.23 1.99 2.41 2.29 2.39 2.08 2.23 2.23

Table 1. Laboratory parameters monitored from the time of the patient’s hospitalization.

Abbreviations: CRP, C-reactive protein; INR, international normalized ratio; PLT, platelet; WBC, white blood cell. * Time points are as 
follows: (1) the patient’s first emergency department presentation (before ceftriaxone administration); (2) the second emergency 
department presentation (after ceftriaxone administration); (3) the first day of hospitalization (meropenem day 1); (4) day 1 of 
methylprednisolone and vancomycin treatment; (5) meropenem day 3 and methylprednisolone and vancomycin day 2; (6) after 3 
days of methylprednisolone treatment and on vancomycin day 3; (7) methylprednisolone day 7 and after discontinuation of antibiotic 
therapy; (8) day 12 of hospitalization on the ward; and (9) before discharge.
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As shown in Figure 1, a few hours after antibiotic administra-
tion, the patient developed widespread non-blanching palpa-
ble purpura and ecchymoses throughout the body, watery di-
arrhea, and deterioration in her general condition. Following 
this rapid clinical worsening, the patient re-presented to the 
emergency department. At the second presentation, the CRP 

level was 402.16 mg/L, procalcitonin level was 95 ng/mL, leu-
kocyte count was 12 000/mm3, creatinine level was 2.04 mg/dL, 
international normalized ratio (INR) was 1.83, and D-dimer lev-
el was 23.49 µg/mL. Vital signs were as follows: blood pres-
sure, 75/53 mm Hg; temperature, 36.2 °C; SpO2, 95%; and 
pulse, 96 beats/min. The clinical presentation was considered 

Figure 1. �Clinical appearance of early multisystem mucocutaneous involvement. (A) Extremity lesion (thigh region): A large, confluent 
ecchymotic and purpuric plaque with poorly defined borders. (B) Early lip lesion: Erosion and early hemorrhagic crusting 
along the vermilion border of the lower lip. (C) Abdominal region: Scattered, millimetric petechiae and purpura on the 
abdominal wall. (D) Ocular involvement: Bilateral subconjunctival hemorrhage and conjunctival hyperemia. (E) Upper 
extremity: Widespread purpuric macules and swelling on the dorsum of the hand and forearm. (F) Lower extremities: 
Widespread polymorphic purpuric eruptions on the legs and around the ankles. (G) Close-up of cutaneous lesion: A purpuric 
patch on the extremity with a reticular pattern and darker central violet discoloration.
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consistent with septic shock, and the patient was admitted to 
the intensive care unit.

At this stage, hemodynamic stabilization was prioritized; in-
tensive fluid replacement and norepinephrine and epineph-
rine infusions were introduced. The clinical presentation was 
initially suspected to represent septic shock of infectious ori-
gin. The primary differential diagnoses included meningococ-
cemia, urosepsis, and severe bacterial sepsis. The infectious 
diseases department was consulted regarding antibiotic ther-
apy, and meropenem and vancomycin were initiated.

Because widespread, non-blanching purpuric and ecchymotic 
lesions that were painful on palpation were observed on the 
trunk and extremities during physical examination, multidis-
ciplinary consultations were requested. Dermatology consul-
tation primarily considered purpura fulminans and vasculopa-
thy secondary to disseminated intravascular coagulation (DIC). 
During rheumatology consultation, the patient was evaluat-
ed for systemic vasculitides, including Henoch-Schönlein pur-
pura, antineutrophil cytoplasmic antibody (ANCA)-associated 
vasculitis, and systemic-lupus-erythematosus-associated vas-
culitis. Systemic rheumatic diseases were excluded based on 

Parameter At presentation during clinical deterioration Score

Platelet count 101 000/mm3 0

Fibrin-related markers (fibrin degradation products, D-dimer) 23.49 µg/mL 3

Prothrombin time prolongation 6.3 s 2

Fibrinogen level 2.23 g/L 0

Total score 5

Table 3. Application of the ISTH scoring system using the patient’s clinical and laboratory parameters.

In this case, after clinical deterioration, the International Society on Thrombosis and Haemostasis (ISTH) score was calculated using 
blood samples obtained at presentation. The platelet count was 101 000/mm3, corresponding to 0 points in the ISTH scoring system. 
The D-dimer level was 23.49, indicating a pronounced increase in fibrin-related markers and corresponding to 3 points. The reference 
range for prothrombin time in our laboratory is 10.5-13.5 seconds; the patient’s prothrombin time was 19.8 seconds, representing 
prolongation of 6.3 seconds and corresponding to 2 points. The fibrinogen level was 2.23 g/L; because this value was above 1 g/L, 
0 points were assigned. Overall, the total ISTH score was 5, meeting the criteria for overt disseminated intravascular coagulation (DIC).

The ISTH scoring system is a widely used diagnostic tool for identifying DIC, a potentially fatal syndrome. After all laboratory 
parameters have been scored, the total score is interpreted as follows: A score of  5 is considered consistent with overt DIC and 
indicates a high risk of clinically significant coagulation abnormalities and bleeding complications. A score of < 5 is not considered 
consistent with overt DIC. However, if clinical suspicion persists, repeat testing is recommended within 1-2 days, depending on the 
severity of the clinical condition, or at an appropriate follow-up interval [9].

Parameter and value Points

Platelet count

•  100 × 109/L • 0

• 50 to < 100 × 109/L • 1

• < 50 × 109/L • 2

Elevation of fibrin degradation products (D-dimer levels)

• No increase • 0

• Moderate increase • 2

• Strong increase • 3

Prolongation of prothrombin time (PT)

• < 3 seconds • 0

Table 2. �International Society on Thrombosis and Haemostasis (ISTH) scoring system for disseminated intravascular coagulation (DIC) 
[9].

Parameter and value Points

• > 3 but < 6 seconds • 1

• > 6 seconds • 2

Fibrinogen level

• > 1 g/L • 0

• < 1 g/L • 1

Total score:

 5: compatible with overt DIC; 
repeat scoring daily

< 5: suggestive of non-overt DIC; 
repeat scoring within 1-2 days
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the clinical and laboratory findings, raising the possibility of 
drug-induced vasculitis. Given the thrombocytopenia, pro-
longed INR, elevated D-dimer, and preserved fibrinogen levels, 
DIC was suspected, and hematology consultation was request-
ed. The International Society on Thrombosis and Haemostasis 
(ISTH) scoring system for overt DIC is shown in Table 2. When 
this scoring system was applied to the patient’s laborato-
ry findings, the total score was 5, supporting a diagnosis of 
overt DIC (Table 3).

Based on these clinical evaluations, the medical team deter-
mined that the condition was unlikely to be of infectious ori-
gin and that a strong immunologic/inflammatory mechanism 
was involved, leading to initiation of high-dose intravenous 
methylprednisolone (100 mg/day). Pulse steroid therapy was 

continued for 3 days. After steroid treatment, the patient’s he-
modynamic status stabilized, vasopressor requirements de-
creased, and CRP and procalcitonin levels substantially de-
clined. Although procalcitonin is widely used as a biomarker 
of bacterial infection, elevated levels have also been reported 
in noninfectious conditions, including trauma, certain carcino-
mas (eg, small-cell lung carcinoma, medullary thyroid carcino-
ma, and bronchial carcinoid tumors), burns, cardiogenic shock, 
and liver cirrhosis, as well as after peritoneal dialysis [10]. In 
our patient, the elevated procalcitonin level appeared to oc-
cur in a noninfectious inflammatory setting and decreased fol-
lowing corticosteroid treatment. This rapid response to corti-
costeroids made an infectious cause less likely and prompted 
reconsideration of the diagnostic approach. The empiric anti-
biotics initiated because of concern for an infectious process 

Figure 2. �Clinical appearance of late multisystem mucocutaneous involvement. (A) Lip involvement: Hemorrhagic crusts, erosions, 
and focal desquamation on the upper and lower lips, with prominent mucosal involvement. (B) Oral mucosal and tongue 
involvement: Widespread whitish plaques with a pseudomembranous appearance and erythematous areas on the tongue. 
Fissuring and crusting are present at the corners of the mouth (angular cheilitis). (C) Extremity lesions (thigh region): 
Purpuric and ecchymotic patches of varying sizes with irregular borders. (D) Lower extremity involvement: Widespread non-
blanching palpable purpura and large ecchymotic areas on both legs.
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were subsequently discontinued based on this response and 
guidance from the infectious diseases department.

Sepsis was considered in the differential diagnosis. At pre-
sentation, the patient displayed tachycardia, with a heart 
rate above 90 beats/min; however, her body temperature was 
within the normal range, respiratory rate did not exceed 20 
breaths/min, and white blood cell count was not greater than 
12 000/mm3. According to the historical systemic inflamma-
tory response syndrome (SIRS)-based framework, the patient 
met only 1 SIRS criterion and did not fulfill the SIRS-based cri-
teria for sepsis [11]. However, because the current Sepsis-3 
definition characterizes sepsis as life-threatening organ dys-
function caused by a dysregulated host response to infection 
rather than infection accompanied by SIRS alone, absence of 
SIRS was not regarded as the sole basis for excluding sepsis 
[12]. Given the lack of convincing evidence of infection and 
the rapid clinical and biochemical response to corticosteroid 
therapy, sepsis was considered less likely, prompting revision 
of the initial diagnostic approach.

Methylprednisolone treatment was continued at 64 mg/day 
for 7 days. The dose was then tapered; the patient received 
methylprednisolone 32 mg/day for 3 days, 16 mg/day for 7 
days, 8 mg/day for 5 days, 4 mg/day for 5 days, and 4 mg ev-
ery other day for 10 days before discontinuation. Late muco-
cutaneous findings, including hemorrhagic crusting and epi-
thelial healing changes, are shown in Figure 2.

Histopathological examination of the skin biopsy, performed 
during ongoing treatment, demonstrated superficial and deep 
dermal perivascular inflammation predominantly composed 
of polymorphonuclear leukocytes, accompanied by erythro-
cyte extravasation, fibrinoid necrosis, and cellular debris, as 
shown in Figure 3. These histopathological findings support-
ed a final diagnosis of LCV. Considering the negative autoim-
mune serologic markers, clinical course, and temporal relation-
ship with antibiotic administration, the patient was diagnosed 
with LCV secondary to a ceftriaxone-related drug reaction ac-
companied by DIC. Review of the electronic medical records 
and direct questioning of the patient revealed no previous 
exposure to ceftriaxone. Accordingly, the reaction was not at-
tributed to prior sensitization to ceftriaxone. Causality was as-
sessed using the Naranjo Adverse Drug Reaction Probability 
Scale (Table 4) [13]. Previous cases of LCV following ceftriax-
one administration have been reported in the literature. In 
our patient, skin lesions developed within hours after admin-
istration of the suspected drug; clinical improvement was ob-
served upon discontinuation of ceftriaxone and initiation of 
corticosteroid therapy. Ceftriaxone was not re-administered 
because of the patient’s clinical condition and the severity of 
the reaction. By day 14 of hospitalization, the cutaneous le-
sions had substantially regressed; concomitant improvement 
was noted in the patient’s clinical status and laboratory pa-
rameters. Given the favorable clinical response, the patient was 
deemed suitable for discharge. Alternative causes that could 
independently explain the reaction were excluded through clin-
ical, laboratory, and histopathological evaluation. Placebo was 
not administered, and ceftriaxone levels were not measured 

Figure 3. �Histopathological examination of the skin biopsy. Microscopic examination of a hematoxylin-and-eosin-stained skin and 
subcutaneous tissue specimen measuring 0.3 × 0.4 cm, obtained from the patient’s lesional skin (× 20 magnification): (A) 
Dermal section: Lesions concentrated around vascular structures in the upper and mid dermis. White arrows: Perivascular 
inflammatory infiltration. Black arrows: Pink amorphous fibrin deposition (fibrinoid necrosis), indicating vascular injury, 
within the vascular lumina and vessel walls. Blue arrow: Nuclear debris (leukocytoclasia) resulting from fragmentation of 
inflammatory cells, supporting the diagnosis of leukocytoclastic vasculitis. (B) Epidermal-dermal section: Black arrows: 
Extravascular erythrocytes and persistent fibrin deposition in the small vessels of the papillary dermis.
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Question Yes No Do not know Score

1. �Are there previous conclusive reports of this 
reaction?

+1 0 0 +1

2. �Did the adverse event appear after the suspected 
drug was administered?

+2 -1 0 +2

3. �Did the adverse event improve when the drug 
was discontinued or a specific antagonist was 
administered?

+1 0 0 +1

4. �Did the adverse event reappear when the drug 
was readministered?

+2 -1 0 0

5. �Are there alternative causes that could 
independently have caused the reaction?

-1 +2 0 +2

6. �Did the reaction reappear when a placebo was 
administered?

-1 +1 0 0

7. �Was the drug detected in blood or other body 
fluids at concentrations known to be toxic?

+1 0 0 0

8. �Was the reaction more severe when the dose 
was increased 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 during any previous exposure?

+1 0 0 0

10. �Was the adverse event confirmed by any 
objective evidence?

+1 0 0 +1

Total Score: Total Score: Total Score: Total Score: 7

Table 4. Naranjo Algorithm—Adverse Drug Reaction (ADR) Probability Scale [13].

The Naranjo Algorithm, also known as the ADR Probability Scale, is a standardized questionnaire widely used to assess the likelihood 
that an observed adverse event is related to drug therapy. The scale consists of 10 questions evaluating criteria such as the temporal 
relationship, presence of alternative causes, dose-response relationship, drug levels, and previous exposure to the drug. Based on 
the total score, the probability of an adverse drug reaction is classified as definite, probable, possible, or doubtful. Application of the 
Naranjo Algorithm to the present case resulted in a total score of 7.

Score Interpretation of scores

Total score  9 Definite. The reaction (1) followed a reasonable temporal sequence after drug administration or occurred 
when a toxic drug level had been established in body fluids or tissues, (2) followed a recognized response 
to the suspected drug, and (3) improved after drug withdrawal and reappeared upon reexposure

Total score 5 to 8 Probable. The reaction (1) followed a reasonable temporal sequence after drug administration, 
(2) followed a recognized response to the suspected drug, (3) improved after drug withdrawal but was 
not confirmed by reexposure, and (4) could not reasonably be explained by known characteristics of the 
patient’s clinical condition

Total score 1 to 4 Possible. The reaction (1) followed a temporal sequence after drug administration, (2) possibly followed a 
recognized response to the suspected drug, and (3) could be explained by characteristics of the patient’s 
disease

Total score  0 Doubtful. The reaction was likely attributable to factors other than the drug

Table 5. Naranjo Algorithm Interpretation.

 9 points: Definite adverse drug reaction (ADR)—There is a strong and clear causal relationship between the drug and the adverse 
reaction. 5-8 points: Probable ADR—The relationship between the drug and the adverse reaction is likely but not certain. 
1-4 points: Possible ADR—The relationship between the drug and the adverse reaction is weak; alternative causes are also plausible. 
 0 points: Doubtful ADR—There is little or no evidence of a relationship between the drug and the adverse reaction.
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in blood or other body fluids. The patient was not exposed to 
a toxic dose, and the reaction occurred after administration 
of a standard dose. No dose reduction or escalation was per-
formed, and the drug was not re-administered. The adverse 
event was objectively supported by skin biopsy findings con-
sistent with LCV. Based on these findings, the Naranjo score 
was calculated as 7, indicating a probable ceftriaxone-associ-
ated adverse drug reaction (Table 5).

The coexistence of DIC and purpuric skin lesions initially raised 
the possibility of infection-associated purpura fulminans. 
However, purpura fulminans typically begins as retiform, red-
dish-blue purpuric lesions with a livedo racemosa-like pat-
tern, predominantly involving acral areas such as the nose, 
feet, and knees. Histopathologically, fibrin-rich microvascu-
lar thrombosis is the predominant finding [14]. In our patient, 
purpura fulminans was considered less likely because of the 
lesion distribution, histopathological findings consistent with 
LCV, absence of convincing evidence of infection, and rapid re-
sponse to corticosteroid therapy.

Discussion

The annual incidence of LCV is approximately 15 to 38 cas-
es per million population [8]. Approximately 50% of cases are 
idiopathic, whereas the remaining 50% are secondary to oth-
er causes [15]. In a recent study, antibiotic use and infectious 

agents ranked second among the reported etiologies [16]. LCV 
may remain limited to the skin; however, systemic manifesta-
tions, including renal, pulmonary, and ocular involvement, can 
occur in approximately 30% of cases. Joint involvement is re-
portedly the most common extracutaneous manifestation [17].

Although many drugs can cause drug-induced LCV, beta-lac-
tam antibiotics are the antibiotic class most often implicated. 
Penicillins, particularly amoxicillin and ampicillin, and cephalo-
sporins are the most frequently reported agents in the litera-
ture [18]. Although less common, macrolides (eg, clarithromycin 
and erythromycin) and tetracyclines, particularly minocycline, 
have been associated with LCV. Minocycline has also been as-
sociated with the development of antineutrophil cytoplasmic 
antibody (ANCA)-associated vasculitis [19].

A literature review published in 2022 identified 66 cases of 
antibiotic-induced LCV. Five cases were associated with ceph-
alosporins, including 4 that developed after ceftriaxone ad-
ministration [20]. In our literature search for reports published 
after that review, we identified 6 additional cases, 1 of which 
was associated with a cephalosporin [21-26]. Including the 
present case, 73 cases of antibiotic-induced LCV have been 
reported, including 6 associated with cephalosporins and 5 
associated with ceftriaxone. Previously reported cases of cef-
triaxone-associated LCV included in this comparison are sum-
marized in Table 6.

Publication
Age 

(years)
Sex

Duration of 
antibiotic use

Cutaneous 
involvement

Systemic 
involvement

Treatment Outcome

Agrawal 
et al, 2014 
[27]

17 Female 5 days Yes Renal 
involvement

Discontinuation 
of antibiotics and 
systemic corticosteroids

5 days

Raina et al, 
2018 [28]

61 Male 3 days Yes No Discontinuation of 
antibiotics

10 days

Haehn et al, 
2019 [29]

35 Male 14 days Yes No Discontinuation 
of antibiotics and 
systemic corticosteroids

Unknown

Almasoudi 
et al, 2022 
[20]

49 Female 2 days Yes No Discontinuation 
of antibiotics and 
systemic corticosteroids

1 month

Present 
case, 2026

29 Female Single dose Yes DIC Discontinuation 
of ceftriaxone and 
systemic corticosteroids

14 days

Table 6. Previously reported cases of ceftriaxone-associated leukocytoclastic vasculitis [20,27-29].

This table summarizes previously reported cases of ceftriaxone-associated leukocytoclastic vasculitis alongside the present case. 
It presents patient demographics (age and sex), duration of antibiotic exposure, extent of clinical involvement (cutaneous and 
systemic), treatment, and clinical outcomes. In all reported cases, discontinuation of the offending antibiotic was the foundation of 
management, frequently combined with systemic corticosteroid therapy. Recovery time varied among cases; in the present case, 
clinical improvement was achieved within 14 days after discontinuation of ceftriaxone and initiation of systemic corticosteroids.
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The present case appears to differ from previously reported 
cases of ceftriaxone-associated LCV because the reaction de-
veloped after a single dose and exhibited a shorter latency 
period. Additionally, the concomitant occurrence of DIC rep-
resents an unusual feature that has not been emphasized in 
previous reports.

As summarized in Table 6, among the reported cases of cef-
triaxone-associated LCV, 3 patients were female and 2 were 
male. The diagnosis was established by skin biopsy in all cas-
es. The primary management approach in all cases was dis-
continuation of the causative drug. Corticosteroid therapy was 
administered in 4 of the 5 reported cases. The duration of an-
tibiotic use before LCV onset ranged from 2 to 14 days in pre-
viously reported cases. In contrast, our patient developed LCV 
within hours after a single dose. Systemic involvement, includ-
ing renal involvement, was reported in 1 previous case. Our 
case differs from those previously reported in that LCV devel-
oped within hours after a single dose of ceftriaxone and was 
accompanied by DIC.

Conclusions

This case demonstrates that ceftriaxone-associated LCV is not 
only a rare drug reaction but can also occur much earlier than 
the expected latency period and be accompanied by severe 
systemic complications. Although most reported cases have 
involved skin-limited disease or limited systemic involvement, 
the rapid development of disseminated intravascular coagu-
lation in the present case suggests that immune-mediated 
vascular injury can trigger a severe inflammatory response in 
some patients. Thus, in patients who develop sudden purpuric 
eruptions after drug exposure, clinicians should consider not 
only cutaneous vasculitis but also potential systemic compli-
cations. Clinical presentation within hours after a single dose 
suggests rapid activation of the immune response, even in the 

absence of known prior exposure. However, the pathophysio-
logical basis of this association requires further investigation. 
Accordingly, the present case emphasizes the importance of 
early recognition of rare but potentially severe antibiotic-as-
sociated vasculitic reactions and highlights the need for care-
ful evaluation of systemic involvement in patients who de-
velop sudden purpuric lesions, particularly after ceftriaxone 
administration.
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