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Telangiectasia macularis multiplex acquisita is an ac-
quired cutaneous telangiectasis of unknown aetiology,
and it lacks both effective and cost-efficient treatment.
This study aims to identify a novel potential associated
factor of the disease and explore feasible therapeutic in-
terventions. In this retrospective case series study, 46
Chinese patients diagnosed with telangiectasia macula-
ris multiplex acquisita between 1 January 2007 and 18
May 2023 were included. The median age of onset was
43 years (23 to 60 years), and the male to female ratio
was 10.5:1. Besides previously reported associations
including chronic liver disorders, alcohol consumption,
and smoking, a potential association was found bet-
ween use of calcium channel blockers and development
of telangiectasia macularis multiplex acquisita. Twenty-
two of 27 hypertensive patients took calcium channel
blockers, with 17 followed up. Ten out of 17 displayed a
range of improvements following the cessation of calci-
um channel blockers; 1 patient reported no lesion chan-
ge post-discontinuation of calcium channel blockers; 1
patient continued their medication but showed partial
improvement after 2 pulsed dye laser treatments; 1 pa-
tient observed lesion colour lightening without altering
hypertensive medication or other specific treatments;
and another 4 kept their previous hypertensive regimen
due to blood pressure stability concerns, with no chan-
ge in their lesions. The study proposes that cessation
of calcium channel blockers can be a novel therapeutic
approach for affected individuals.
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Telangiectasia macularis multiplex acquisita (TMMA)
is infrequently documented acquired cutaneous
telangiectasis characterized by multiple symmetrical,
asymptomatic, or mildly pruritic telangiectatic vessels
overlaying erythematous or brown macules, with a pre-

SIGNIFICANCE

Telangiectasia macularis multiplex acquisita is an acquired
cutaneous telangiectasis of unknown aetiology, which lacks
both effective and cost-efficient treatment. In our study, 46
Chinese patients diagnosed with telangiectasia macularis
multiplex acquisita were included. We found that 22 of 27
patients with hypertension took calcium channel blockers,
and 10 out of 17 patients taking calcium channel blockers at
follow-up displayed improvements following the cessation of
the medication. The study proposes that intake of calcium
channel blockers is a potential trigger of telangiectasia macula-
ris multiplex acquisita. The discontinuation of calcium channel
blockers can be a novel therapeutic option for this disease.

dilection for the extensor sides of bilateral upper arms.
These macules may exhibit a focal annular configura-
tion (1). Mild surface atrophy or scaling is occasionally
seen (1). Another 2 newly described acquired bilateral
telangiectasia types in the literature are acquired bilateral
telangiectatic macules and acquired bilateral naevoid
telangiectasia, which share similar manifestations to
TMMA. However, TMMA may be underreported due to
its potential misdiagnosis as other telangiectatic diseases.
Its aetiology is unknown, but it has been proposed that
congenital defects on vessel walls or the ageing pro-
cess may contribute to the pathogenesis of TMMA (1).
TMMA predominantly affects middle-aged to elderly
adults, and its prognosis is generally favourable with
enduring existence. Although the telangiectasia blanches
upon diascopy, the presence of the brown macule persists.
Dermoscopy of the telangiectatic macules has revealed
tortuous/arborizing vessels and diffuse brownish pig-
mentation (2). Histopathological findings of TMMA are
nonspecific, mainly manifesting as hyperpigmentation in
the basal layer of the epidermis and superficial dermal ca-
pillary dilation and/or proliferation with or without mild
perivascular lymphocytic infiltration. Absence of dermal
telangiectasia might be due to vasoconstriction induced
by epinephrine in local anaesthetics (1). The amount
of mast cell infiltration is within normal range. Several
disease associations have been observed, including liver
diseases (such as hepatitis, liver cirrhosis, hepatocellular
carcinoma, and cholangiocarcinoma), hypertension, dia-
betes, smoking, alcohol consumption (1, 3-5).
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This study analyses the clinicopathological and
dermoscopic manifestations, disease association, and
prognosis of TMMA in the Chinese population at our
institution, and aims to summarize new possible risk
factors and provide new therapeutic options.

MATERIALS AND METHODS

Study population

This retrospective hospital-based study was approved by the
ethics committee of the Peking Union Medical College Hospital
in accordance with the Declaration of Helsinki. Patients had been
prospectively recruited at the outpatient clinic of the Dermatolo-
gical Department at the Peking Union Medical College Hospital.
First, patients diagnosed with “cutaneous telangiectasia” were
identified through an electronic search of the hospital informa-
tion system at Peking Union Medical College Hospital, based on
the ICD-9 diagnosis code. Ultimately, a total of 46 patients who
met the diagnostic criteria of TMMA identified at our Depart-
ment of Dermatology from 1 January 2007 to 18 May 2023
were included.

Clinical data

We extracted clinical data including sex, age at visit, disease dura-
tion, lesion location and distribution, symptoms, trigger factors,
underlying diseases, therapy, and therapeutic response. During
the first telephone follow-up, we systematically documented their
prior treatment methods employed for TMMA. Treatment recom-
mendations, particularly lifestyle modifications, were provided.
Every 3 months subsequent to the initial follow-up, these patients
were contacted to monitor the treatment effect.

The diagnosis of TMMA was confirmed mainly through
clinical photographs and medical records, and reconfirmed by
2 experienced dermatologists. The clinical criteria for diagnosis
of TMMA included: (a) erythematous to brown macules with
telangiectasia symmetrically on bilateral upper arms, possibly
extending to the forearms, shoulders, V-shaped area of the ante-
rior chest, back, abdomen, or neck; (b) no mucosal or systemic
involvement; (c) not associated with autoimmune diseases, such
as lupus erythematosus, dermatomyositis, or systemic scleroderma
that may induce cutaneous telangiectasia; and (d) no ataxia or
unsteady gait. Patients were excluded if they (a) revealed large
segmental involvement, usually appearing first on the lower legs
and then spreading to the upper legs, abdomen, and arms; (b)
presented unilateral large punctate and stellate telangiectases; (c)
had lesions on the dorsal aspects of forearms in postmenopausal
women; (d) showed increased infiltrates of mast cells around
dilated capillaries and venules in histopathology.

Dermoscopy and pathological assessment

Digital dermoscopy was performed using a high-resolution digi-
tal dermoscope. Skin biopsy specimens were re-examined by 2
dermatopathologists, and histopathological features were recorded.
Haematoxylin-eosin staining was utilized to examine the general
histopathologic changes in the skin lesions, and immunohistoche-
mical staining of CD 117, and histochemical staining of Giemsa
and toluidine blue was used to mark mast cells in pathological
assessment.

Statistical analysis

The clinical data and demographic variables for the TMMA were
evaluated using descriptive statistics and frequency tabulation.
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Categorical data were described by the number of patients with
percentages.

Ethical statement

The present study was conducted in accordance with the Declara-
tion of Helsinki (initially published in 1964) on Ethical Principles
for Medical Research Involving Human Subjects. This study was
approved by the ethics committee of the Peking Union Medical
College Hospital (ethics number I-23PJ1959).

RESULTS

Demographic and clinical features of enrolled patients

The demographic and clinical data of the patients
are systematically documented in Table I. The study
included 46 patients, comprising 42 males and 4 females
with a male to female ratio of 10.5:1. The median age of
onset was 43 years, spanning from 23 to 60 years. The
median duration of lesions at first visit to our clinic was
5 years, with a range from 1 month up to 30 years. All
patients had Fitzpatrick skin types Il and IV. None of the
patients reported a family history of similar skin lesions.

Clinically, all 46 patients exhibited round to oval
or irregular, dark-red to brown telangiectatic macules
that developed insidiously (Fig. 1). The majority of the
patients (43/46, 93.48%) experienced asymptomatic
lesions, while mild pruritus was reported by another
3 patients (3/46, 6.52%). All cases tested negative for
Darier’s sign.

The distribution of the affected skin areas was ex-
tensive, encompassing both upper arms (46/46, 100%),
both forearms (26/46, 56.52%), the V-shaped area of the
anterior chest (35/46, 76.09%), and back (33/46, 71.74%)
(Table I). The abdomen and neck were also affected in 2
patients (2/46, 4.35%).

Factors that aggravated the condition were heat (26/46,
56.52%), sunlight (25/46, 54.35%), and alcohol con-
sumption (15/46, 32.61%). Notably, the influence of the
above factors on the skin lesions was temporary. After
stopping or eliminating these factors, their lesions soon
returned to the original appearance.

Dermoscopic and histopathologic findings

Dermoscopic examinations conducted on 5 patients
(5/46, 10.87%) revealed tortuous/arborizing vessels
and diffuse brownish pigmentation on the upper arms
(Fig. 2). Another 41 patients had not had dermoscopy
performed examination due to the limitation of medical
conditions at that time. Histopathologic analysis perfor-
med on 40 patients (40/46, 86.96%) demonstrated slight
hyperpigmentation in the basal layer of the epidermis and
superficial dermal capillary dilation and/or proliferation
with or without mild perivascular lymphocytic infiltration
on haematoxylin-eosin staining (Fig. 3). Immunohisto-
chemical staining of CD117 was performed in 9 patients
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Table I. Clinical data for all 46 study patients

”

Sex/age Disease
Pat. at visit,  duration, Darier’s Aggravation Therapy/ Liver Smoking/ Skin biopsy/ Treatment/
No. years years Affected site Symptom  sign factors duration® diseases alcohol Diabetes dermoscopy prognosis
1 M/61 30 Both upper arms N N Sunlight Y/levamlodipine N N/N Y Y/N N./Loss to
and forearms, besylate/14/N follow-up
V-shaped area on
the chest, and back
2 M/48 0.167 Both upper arms N N N Y/levamlodipine Fatty liver Y/Y N Y/N Discontinuation
and forearms, besylate/5/4.833 of levamlodipine
V-shaped area on besylate/slight
the chest, and back lesional regres-
sion and colour
lightening
3 M/65 5 Both upper arms, N N N N N N/N N Y/N N/loss to
V-shaped area on follow-up
the chest, and back
4 F/56 0.5 Both upper arms N N N N N N/N N Y/Y N/unchanged
and forearms
5 M/49 5 Both upper arms N N Heat Y/nifedipine/7/2 N Y/Y N Y/N Discontinuation
and forearms, of nifedipine/
V-shaped area on slight lesional
the chest, and back regression and
colour lightening
6 M/53 2 Both upper arms N N N N HCV N/N N Y/N N/loss to
and forearms, infection follow-up
V-shaped area on
the chest, and back
7 M/62 5 Both upper arms, N N N Y/nifedipine/ N Y/Y N Y/N N/loss to
V-shaped area on Unknown/ follow-up
the chest, and back Unknown
8 M/53 4 Both upper arms N N Heat and sunlight N N N/N N Y/N N/loss to
and V-shaped area follow-up
on the chest
9 M/57 7 Both upper arms N N Heat and sunlight Y/telmisartan/ N Y/N N Y/N N/area
and forearms, unknown/ reduction
V-shaped area on unknown
the chest, and back
10 M/40 5 Both upper arms N N Heat, sunlight N N Y/Y N N/Y. N/unchanged
and forearms
11 M/43 1 Both upper arms N N N Y/amlodipine N Y/Y N Y/N N/slight colour
and back besylate/3/2 lightening
12 M/37 3 Both upper arms, N N Sunlight, N N Y/Y N N/N N/colour
V-shaped area on and alcohol lightening
the chest, and back consumption
13 M/44 10 Both upper arms N N Heat, sunlight, Y/nifedipine/4/N N Y/N N Y/N N/unchanged
and forearms, and alcohol
V-shaped area on consumption
the chest, and back
14 M/48 1 Both upper arms N N N N N N/N N Y/N N/loss to
and forearms, follow-up
V-shaped area on
the chest, and back
15 M/44 6 Both upper arms, N N Heat, sunlight, N Fatty liver  Y/N N Y/N N/unchanged
V-shaped area on and alcohol
the chest, and back consumption
16 M/50 4 Both upper arms N N Heat, sunlight, Y/ N Y/Y N Y/N Discontinuation
and forearms, and alcohol nifedipine/10/6 of nifedipine/
V-shaped area on consumption no aggregation
the chest, and back after heat and
alcohol con-
sumption
17 M/51 0.083 Both upper arms N N N N HBV N/N N Y/N N/loss to
and forearms, infection follow-up
V-shaped area on and liver
the chest, and back carcinoma
18 M/51 7 Both upper arms, N N N N N N/N N Y/N N/loss to
V-shaped area on follow-up
the chest, and back
19 M/57 1 Both upper arms Pruritus N Heat, sunlight, Y/amlodipine N Y/Y Y Y/N N/loss to
and forearms, and alcohol besylate/ follow-up
V-shaped area on consumption unknown/
the chest, and back unknown
20 M/47 10 Both upper arms N N Heat, sunlight, Y/ N Y/Y N Y/N Discontinuation
and forearms, and alcohol nifedipine/15/5 of nifedipine/
V-shaped area on consumption significant
the chest, back, lesional
abdomen, and neck regression
21 F/39 1 Both upper arms N N Heat and sunlight N N N/N N N/Y N/colour
lightening
22 M/39 10 Both upper arms N N Heat, sunlight, N N Y/N N Y/N N/unchanged
and alcohol
consumption
23 M/43 20 Both upper arms, N N Sunlight, Y/one type Fatty liver Y/Y N Y/N Discontinuation
V-shaped area on and alcohol of CCB of CCB/
the chest, and back consumption (unrecalled)/4/N unchanged
24 M/50 7 Both upper arms, N N Heat and sunlight Y/telmisartan N Y/Y N Y/N N/area increase

V-shaped area on
the chest, and back

hydrochloro-
thiazide/5/2

on forearms
and hands, and
number increase
onoriginal affect-
ed sites
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Table I (Continued). Clinical data for all 46 study patients

Disease
Pat. Sex/ageat duration, Darier’s Aggravation Therapy/ Liver Smoking/ Skin biopsy Treatment/
No. visit, years years Affected site Symptom  sign factors duration? diseases alcohol Diabetes /dermoscopy prognosis
25 M/43 5 Both upper arms N N N N N N/N N Y/N N/loss to
follow-up
26 M/33 2 Both upper arms N N Heat N N Y/Y N Y/N N/Unchanged
and forearms,
V-shaped area on
the chest, and back
27 F/48 10 Both upper arms N N N Y/unknown/ HBV Y/Y N Y/N Cessation
and forearms, unknown/ infection of smoking/
V-shaped area on unknown complete
the chest, and back regression
28 M/43 8 Both upper arms N N Heat, sunlight, N N Y/Y N N/N N/unchanged
and forearms, and alcohol
V-shaped area on consumption
the chest, and back
29 M/56 20 Both upper arms,  Pruritus N Heat, sunlight, Y/ N Y/Y N Y/N Discontinuation
and V-shaped area and alcohol nifedipine/22/2 of nifedipine/
on the chest consumption significant colour
lightening
30 M/61 3 Both upper arms N N Heat and sunlight Y/amlodipine N Y/N N N/N Discontinuation
and forearms, besylate/6/3 of amlodipine
V-shaped area on besylate/slight
the chest, and back regression and
colour lightening
31 M/44 0.75 Both upper arms, N N Heat and alcohol Y/ N Y/Y N Y/N Discontinuation
V-shaped area on consumption nifedipine/8/7.25 of nifedipine/
the chest, and back significant lesio-
nal regression
and colour
lightening
32 M/49 8 Both upper arms N N Alcohol Y/levamlodipine N N/N N N/Y Discontinuation
and forearms consumption besylate/16/8 of levamlodipine
besylate/slight
lesional regre-
sion, colour
lightening, and
no aggregation
after alcohol
consumption
33 M/56 2 Both upper arms, N N Heat and sunlight Y/levamlodipine N Y/Y N Y/N Discontinuation
V-shaped area on besylate/6/4 of levamlodipine
the chest, and back besylate/slight
lesional regres-
sion and colour
lightening
34 M/58 2 Both upper arms N N Heat, sunlight, Y/amlodipine HBV Y/Y Y Y/Y Discontinuation
and forearms, and alcohol besylate/17/15 infection of amlodipine
V-shaped area on consumption and fatty besylate/signi-
the chest, and back liver ficant lesional
regression and
colour lightening
35 M/48 10 Both upper arms N N N Y/unknown/ HBV N/N Y Y/N N/loss to
and forearms, unknown/ infection follow-up
V-shaped area on unknown
the chest, and back
36 M/52 1 Both upper arms N N Heat and sunlight N N Y/Y N Y/N N/unchanged
37 M/44 10 Both upper arms N N N Y/levamlodipine N Y/N N Y/N N/loss to
and forearms, besylate/3/N follow-up
V-shaped area on
the chest, and back
38 M/59 1 Both upper arms N N N Y/unknown/5/4 N Y/N N Y/N N/unchanged
39 M/55 10 Both upper arms N N Heat, sunlight, Y/ N N/Y N Y/N N/unchanged
and forearms, and alcohol nifedipine/20/10
V-shaped area on consumption
the chest, and back
40 M/53 2 Both upper arms Pruritus N Heat Y/ N Y/Y N Y/N Pulsed dye laser
and forearms, and felodipine/15/13 treatment/slight
V-shaped area on lesional regres-
the chest sion
41 M/52 10 Both upper arms N N Heat and sunlight Y/amlodipine N Y/N N Y/N N/unchanged
and forearms, besylate/23/13
V-shaped area on
the chest, back,
abdomen, and back
of neck
42 M/55 2 Both upper arms, N N Heat and sunlight Y/ HBV Y/Y N Y/N N/unchanged
V-shaped area on nifedipine/16/14 infection
the chest, and back and HCV
infection
43 M/45 3 Both upper arms N N Heat and sunlight Y/ N Y/Y N Y/N N/loss to
and forearms, nifedipine/22/19 follow-up
V-shaped area on
the chest, and back
44 M/50 10 Both upper arms N N Sunlight, N N Y/Y N Y/N N/unchanged
and forearms and alcohol
consumption
45 F/42 10 Both upper arms N N N N N N/N N Y/N N/unchanged
46 M/52 10 Both upper arms, N N Heat N N N/N N Y/N N/unchanged

V-shaped area on
the chest, and back

@Hypertension/antihypertensive therapy/duration of antihypertensive therapy at first presentation, years/duration of Antihypertensive therapy before lesions appear,
years. M: male; F: female; N: none; Y: yes; HBV: hepatitis B virus; HCV: hepatitis C virus.
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Fig. 1. Clinical images of study patients. Round to oval or irregular, dark red to brown telangiectatic macules on upper arms (A1-4), forearms (B1-4),
the V-shaped area of the anterior chest (C1-4), back (D1-5), abdomen (C3-4), and neck (E1-2).

Fig. 2. Dermoscopic findings of study patients. (A) Tortuous/arborizing vessels and (B) diffuse brownish pigmentation on dermoscopy.
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Fig. 3. Histochemical and immunohistochemical features in lesional samples. Slight hyperpigmentation in the epidermal basal layer and superficial
dermal capillary proliferation, with mild perivascular lymphocytic infiltration (H&E staining, original magnificationx100).

(9/46, 19.57%). Histochemical staining was performed
with Giemsa in 3 out of 46 patients (6.52%) and with
toluidine blue in 2 out of 46 patients (4.35%). It was
observed that, using CD117, Giemsa, or toluidine blue
staining, lesional skin samples contained fewer than 5
perivascular mast cells at each high-power view. Another
6 patients declined further skin biopsy, and diagnosis was
made according to their typical clinical manifestations.

Associated factors of telangiectasia macularis
multiplex acquisita

In this study, 19.57% of the patients (9 out of 46) had
chronic liver disorders, encompassing hepatitis B virus
infection, hepatitis C virus infection, fatty liver, or liver
carcinoma. The prevalence of long-term alcohol con-
sumption and smoking among the patients was observed
to be 52.17% (24 out of 46) and 67.39% (31 out of 46)
respectively. Additionally, 58.70% (27 out of 46) of the
patients had a history of hypertension, with 47.83% (22
out of 46) being treated with calcium channel blockers
(CCBs), including amlodipine besylate, levamlodipine
besylate, nifedipine, or felodipine. Among these 22
patients, 17 had received CCBs earlier than the onset of
lesions. The median duration of CCB treatment before
lesions appeared was 6 years, spanning from 2 to 19
years. Notably, patient No. 11 reported the emergence
of telangiectatic lesions post-initiation of amlodipine
besylate therapy, and patient No. 13 observed a signifi-
cant increase in lesions while on nifedipine. Some 8.70%
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(4 out of 46) of the patients had diabetes. These details
were systematically tabulated in Tables I and I1.
Regarding follow-up data, 71.74% of the patients
(33 out of 46) were observed, while 28.26% (13 out of
46) were lost to follow-up. The median duration of the
follow-up period was 2.38 years, ranging from 7 months

Table II. Epidemiological characteristics and disease association
in study case series

Association Number (%)
Sex
Male 42/46 (91.30%)
Female 4/46 (8.70%)
Disease duration
<1 4/46 (8.70%)
1-5 22/46 (47.83%)
6-10 17/46 (36.96%)
11-20 2/46 (4.34%)
21-30 1/46 (2.17%)

Age of onset
20-30
30-40
40-50
50-60
Liver diseases
HBV infection
HCV infection
Fatty liver
Liver carcinoma
Smoking
Alcohol
Hypertension

2/46 (4.35%)
16/46 (34.78%)
15/46 (32.61%)
13/46 (28.26%)

5/46 (10.87%)
2/46 (4.35%)
4/46 (8.70%)
1/46 (2.17%)
31/46 (67.39%)
24/46 (52.17%)

Antihypertensive medication with CCBs 22/46 (47.83%)
Antihypertensive medication without CCBs or unknown therapy 5/46 (10.87%)
Diabetes 4/46 (8.70%)
Autoimmune diseases 0/46 (0.00%)

CCBs: calcium channel blockers; HBV: hepatitis B virus; HCV: hepatitis C virus.
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to 10.67 years. Of the 22 patients prescribed CCBs, 17
were followed up, and 5 were lost to follow-up. Within
the followed-up group on CCBs, 58.83% (10 out of 17)
exhibited various degrees of lesion regression, colour
lightening, and/or diminished lesion aggregation after
exposure to heat or alcohol consumption subsequent to
the discontinuation of previously administered CCBs;
5.88% (1 out of 17) reported no alteration in lesions
post-CCB discontinuation; 5.88% (1 out of 17) retained
CCB therapy but showed partial improvement following
20 sessions of pulsed dye laser treatment; 5.88% (1 out
of 17) reported colour lightening of lesions without
medication alteration or specific treatment; and 23.53%
(4 out of 17) maintained their CCB regimens due to
concerns over blood pressure stability, with no change
in lesions. Among the other 16 patients who were not
hypertensive or not on CCBs at follow-up, 6.25% (1 out
of 16) noted complete regression of lesions after quitting
smoking; without specific treatments, 6.25% (1 out of
16) experienced a partial increase in lesions and 18.75%
(3 out of 16) observed colour lightening or lesion area
reduction; the remaining 68.75% (11 out of 16) reported
no significant changes in their lesions. These details were
summarized in Table I.

DISCUSSION

In our study, the individual lesions observed in patients
with TMMA remained consistent, manifesting as
telangiectatic vessels overlaying erythematous or brown
macules. However, the characteristics of the rashes varied
among different patients in terms of size, number, and
intensity of redness prior to treatment. The number of
rashes among different patients ranged from several to
hundreds, with colours varying from pale red to vivid
crimson. In our case series, the lateral side of both upper
limbs was the most commonly affected site, followed
by the V-shaped area of the anterior chest, back, and
both forearms. The involvement of abdomen and neck
was uncommon but was observed in some patients
with widespread lesions. Notably, the morphology of
widespread lesions is a tendency to coalesce into patches
with an annular arrangement. The lesions predominantly
affected middle-aged men. Aggravating factors such as
heat, sunlight exposure, and alcohol consumption may
act synergistically in contributing to the onset and pro-
gression of this condition. However, the effects of these
factors on the skin lesions appear to be temporary; upon
cessation or elimination of these influences, the lesions
generally revert to their original appearance.

Consistent with prior findings, a high prevalence of
smoking and alcohol consumption was noted among
TMMA patients in this case series. Specifically, 67.39%
of the patients were regular smokers. Nicotine has been
associated with reduced cutaneous capillary and arte-
riolar blood flow, leading to chronic dermal ischaemia
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through increased levels of vasopressin, a vasocon-
strictor (6—8). This chronic ischaemia is believed to
stimulate the proliferation of small blood vessels and
cause epidermal atrophy, thus making telangiectasia
more apparent (9). One patient demonstrated complete
lesion regression after ceasing smoking, lending support
to the hypothesized role of nicotine in TMMA patho-
genesis. Additionally, 52.17% of the patients reported
long-term alcohol consumption, with many experiencing
lesion aggravation post-alcohol intake. Ethanol’s role in
vascular relaxation is mediated by redox-sensitive and
NO-cGMP-dependent pathways, involving direct effects
on reactive oxygen species production and nitric oxide
signalling (10). Compared with previous reports (1, 2),
the proportion of TMMA patients with liver diseases in
our series was significantly lower. The potential mecha-
nisms linking telangiectasia to liver diseases are propo-
sed to involve a generalized hyperdynamic circulation,
increased levels of plasma vascular endothelial growth
factor and basic fibroblast growth factor, and elevated
substance P (11, 12). Additionally, heat and sunlight
may exacerbate the lesions, potentially due to their role
in promoting telangiectasia.

Hypertension may result in increased peripheral
circulation pressure, leading to compensatory vasodila-
tion, which subsequently contributes to the development
of telangiectasia and TMMA rash. However, we have ob-
served that patients prescribed antihypertensive therapy
typically initiated treatment after being diagnosed as ha-
ving hypertension. During the therapy, their blood pres-
sure control was generally stable, typically maintained
within the range of 120-140/70-90 mmHg. Therefore,
we conclude that the observed changes in the condition
are likely not directly related to blood pressure levels.
Noticeably, we discovered that the predominant antihy-
pertensive medication regimen in patients with TMMA
and hypertension mainly primarily involved CCBs,
such as amlodipine besylate, levamlodipine besylate,
nifedipine, and felodipine. In our study, 2 patients noted
either the onset or exacerbation of TMMA following
the initiation of CCB therapy. Furthermore, within the
followed-up patients on CCBs, 11 out of 17 patients dis-
continued previously administered CCBs. Remarkably,
90.91% (10 out of 11) of these patients displayed various
degrees of improvement in lesions after their medica-
tion alteration, while the remaining 9.09% (1 out of 11)
ceased CCB usage in a relatively short time, resulting in
insignificant changes in his rash. Consequently, we hypo-
thesize a potential link between the onset of TMMA and
the utilization of CCBs. Existing literature has reported
instances of photodistributed telangiectasia induced by
CCBs, including nifedipine (13, 14), amlodipine (15,
16), felodipine (17), and diltiazem (18). Photodistributed
telangiectasia resulting from CCBs typically manifests as
asymptomatic widely distributed spider-like telangiec-
tasia on the face, V area of the chest, extensor aspects


http://medicaljournalssweden.se/actadv

ActaDV

ActaDV

8/9 T. Chen et al. "Telangiectasia macularis multiplex acquisita”

of the arms, and the upper back after 1 month to 1 year
of use. Skin eruptions have been observed to improve
rapidly following the discontinuation of CCB treatment
(19). Histopathology reveals enlarged capillaries in the
upper dermis, devoid of any signs of vasculitis. The
clinical manifestations and histopathology of TMMA
and photodistributed telangiectasia from CCBs is stri-
kingly similar, leading us to propose the classification
of photodistributed telangiectasia induced by CCBs as a
subtype of TMMA. Notably, most of the reported cases
regarding CCB-induced photodistributed telangiectasia
are from dihydropyridines. The hypothetical mechanisms
of the phenomenon include their greater vascular smooth
muscle effects relative to cardiac effects than other types
of CCBs (20), and the ability to generate ROS such as
pyridine, nitrosopyridine, and nitropyridine on ultraviolet
exposure (21). The process is reversible under normal
skin conditions following the discontinuation of CCBs.

The differential diagnoses of TMMA include spider
angiomas, generalized essential telangiectasia, and
telangiectasia macularis eruptiva perstans (TMEP)
(Table III). Despite the similarity in the anatomical
distribution of spider angiomas and TMMA, they exhibit
distinct morphological characteristics. Spider angiomas
are characterized by a central elevated dark erythematous
papule (spider body), encircled by multiple, tiny, radial
telangiectatic vessels (spider legs) (1, 22). Histopatholo-
gical examination of spider angiomas shows a central ar-
teriole ascending towards a thin-walled ampulla beneath
the epidermis, with small arterial branches extending into
the papillary dermis (23). Unlike TMMA, generalized
essential telangiectasia typically shows a female prepon-
derance and initially manifests as matted telangiectasia
sheets on the lower legs, potentially extending to the
trunk, upper limbs, and face, without any known as-
sociation with liver diseases or other systemic illnesses.
Distinguishing TMMA from TMEP poses a diagnostic
challenge. Clinically, TMEP also presents with telangiec-
tatic tan to brown macules on the trunk and extremities
(24, 25). Histopathological examinations of TMEP reveal
increased infiltrations of mast cells, primarily in the upper
dermis and often clustered around dilated capillaries and

Table III. Differential diagnoses of generalized telangiectasia

venules (25). Immunohistochemical staining for CD117
and histochemical staining for Giemsa or toluidine blue
show positive results for mast cells in TMEP cases.

The limitations of this study include that this was a
retrospective investigation in a single medical centre. The
information on latent disease was incomplete; further
analysis of long-term data is required. Moreover, given
the considerable time and financial burdens associated
with outpatient visits for many patients, we opted for
telephone follow-ups. The reliability of lesional impro-
vement data mainly reliant on the patient’s subjective
evaluation was constrained compared with the detailed
clinical images furnished during follow-ups.

Telangiectasia macularis multiplex acquisita typi-
cally demonstrates persistence with minimal regression
propensity, rendering its management particularly chal-
lenging. Therapeutic interventions, including pulsed
dye laser and intense pulsed light that specifically target
vascular and pigmentary elements, may be pursued for
cosmetic improvement (26, 27), but these are costly
for widely affected lesions. Our study suggests that
eliminating related triggers of TMMA could provide an
alternative therapeutic strategy. Notably, in our cohort,
discontinuation of CCBs in hypertensive individuals and
cessation of smoking were identified as both effective
and cost-efficient measures for some patients.
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