
J Cosmet Dermatol. 2022;21:2629–2634.	 wileyonlinelibrary.com/journal/jocd�  | 2629© 2021 Wiley Periodicals LLC

1  |  INTRODUC TION

Androgenetic alopecia (AGA), is hair loss disorder, characterized 
by hereditary hair thinning induced by androgen in genetically 
predisposed individuals and has an onset in late adolescence.1,2 
The incidence and prevalence of AGA vary depending on age and 

ethnicity. It affects about 50%–70% of Caucasian males and 40% 
of Caucasian women by the age of 70, but Chinese, Japanese, and 
African Americans have a lesser incidence.3,4

Androgenetic alopecia is a multifactorial disease linked to interplay 
between genetic and environmental factors.5 The implication of inflam-
mation activators in its etiopathogenesis has progressively emerged 
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Abstract
Background: Androgenetic alopecia (AGA) is a prevalent condition with a complex 
etiopathogenesis. Angiotensin-converting enzyme (ACE) gene located on the chro-
mosome 17q23 contains an insertion (I) and deletion (D) polymorphism in the intron 
16. This gene polymorphism plays a role in multiple inflammatory disorders. However, 
there are no studies investigating its association with AGA susceptibility.
Objectives: In this work, we aimed at exploring the association of ACE gene I/D poly-
morphism in AGA susceptibility in a group of Egyptian patients.
Methods: This study included 100 AGA patients, and 100 apparently healthy controls. 
The ACE gene I/D polymorphism was analyzed by polymerase chain reaction.
Results: The DD, ID genotypes, and D allele showed higher frequent distribution 
among studied AGA patients than controls (p  <  0.05 each). Positive family history 
and ACE gene I/D polymorphism were considered AGA susceptibility predictors in 
both uni- and multivariable analyses [p < 0.05 each (OR (95% CI)] on applying logistic 
regression analysis for risk factors prediction.
Conclusions: This study highlights the possible contribution of the suspected genetic 
polymorphism as a susceptibility indicator for AGA development in the examined 
group of patients.
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from various independent studies.6-10 There is also an evidence of ox-
idative stress presence in dermal papilla cells (DPC) in AGA patients.11

Angiotensin-converting enzyme (ACE) gene on chromosome17q23 
includes an insertion (I) and deletion (D) polymorphism within intron 16. 
Of the three potential genotypes (DD and II homozygotes and ID hetero-
zygotes), DD genotype carriers have greater serum ACE concentrations, 
than II genotype carriers.12,13 Angiotensin I is converted to angiotensin II 
(Ang II) by ACE, which acts as a pro-inflammatory modulator and activates 
the enzyme nicotinamide adenine dinucleotide phosphate (NADPH) oxi-
dase thus inducing reactive oxygen species (ROS) generation.14,15

The association between this gene polymorphism with inflamma-
tory skin conditions had been evaluated before.15-21 In the current 
study, we attempted to explore its association with AGA develop-
ment in a group of Egyptian population.

2  |  MATERIAL S AND METHODS

2.1  |  Study population

One hundred patients diagnosed with AGA from both sexes, different 
disease duration, clinical presentation, and different grades of severity 
along with 100 apparently healthy control subjects were included in the 
current work that was carried out between September 2020 and March 
2021. This research was approved by the local ethical committee on re-
search including human subjects of Benha Faculty of Medicine, and an 
informed consent was obtained from all subjects enrolled in this study.

2.2  |  Exclusion criteria

Patients with inflammatory, autoimmune disorders such as systemic 
lupus erythematosus, sarcoidosis, vitiligo, or psoriasis, hypertension, 
diabetes mellitus, females complaining of menstrual disturbances, or 
with history of polycystic ovaries and patients with other hair loss 
disorders were excluded from the present work.

2.3  |  Methods

Androgenetic alopecia diagnosis was based on the detailed history, 
typical clinical, and trichoscopy findings. Patients were classified 

according to Hamilton-Norwood classification system22 for the male 
pattern hair loss (MPHL) and Ludwig grading system23 for the female 
pattern hair loss (FPHL). Patients in the current study gave a detailed 
history and underwent full general and local clinical assessment. On 
the basis of a routine health check, control participants were chosen.

2.4  |  Laboratory work

Venous blood samples (3 ml) were drawn from participants in EDTA-
containing tubes under strict aseptic conditions. The DNA was ex-
tracted using Gene JET Whole Blood Genomic DNA Purification 
Mini Kit (Cat.# K0781, Thermo Fisher Scientific), according to the 
manufacturer's protocol. The DNA quality and quantity were deter-
mined by NanoDropTM 2000 (Thermo Fisher Scientific). DNA tar-
get amplification was carried out on Vereti thermal cycler (Applied 
Biosystems). Polymerase chain reaction (PCR) was performed in a 
final volume 25 µl using1 ng genomic DNA, 20 p moles of the primer 
pair; forward 5´−CTG GAG ACC ACT CCC ATC CTT TCT−3´ and 
reverse 5´−GAT GTG GCC ATC AAT TCG TCA GAT−3´ (metabion 
International AG), 0.5 µl i-StarTaqTM DNA polymerase (Cat.# 25161, 
iNtRON Bio), 2 µl 10× PCR buffer, 2 µl dNTP Mixture and nuclease-
free sterile water up to 20 µl. PCR was done with an initial denatura-
tion for2 min at 94°C. Then, the DNA was amplified for 35 cycles 
with denaturation at 94°C for 20 s, annealing at 58°C for 30 s, and 
extension at 72°C for l min. This was followed by final extension at 
72°C for 5 min. The PCR products were visualized directly under UV 
light using ethidium bromide-stained 2.0% agarose gel after electro-
phoresis. The amplification product is 190 bp fragments in the pres-
ence of the deletion (D) allele and a 490 bp fragment in the presence 
of the insertion (I) allele. Thus, the possible genotypes were the DD 
genotype (190 bp band), the II genotype (490 bp band), and the ID 
genotype (490 and 190 bp band) (Figure 1).

2.5  |  Statistical tests

The collected data were analyzed using SPSS Version 20. Student 
(t) and one-way analysis of variance (ANOVA) tests were used to 
detect the statistical differences between two or more means re-
spectively. Chi-square (χ2) and Fisher’s exact (FET) tests were 
used to determine the relation between qualitative variables. 

F I G U R E  1  Gel electrophoresis showing 
II, ID, and DD genotypes of ACE gene 
polymorphism. The genotyping resulting 
by 2.0% agarose gel electrophoresis
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Logistic regression analysis was applied for risk factors prediction. 
Deviations from Hardy-Weinberg equilibrium were assessed by the 
goodness of fit test. The power of the study was calculated using 
CaTS-Power Calculator software.24 Calculated power was 98%, 
using disease allele frequency 0.52, disease prevalence 0.1%, odds 
ratio 2.26, and level of significance of 0.05. p Value is considered 
significant if ≤0.05.

3  |  RESULTS

3.1  |  Demographic and clinical data

Study groups were age and sex matched (p 0.421 and 0.450 respec-
tively). Demographic, clinical, and family history data are shown in 
Table 1.

3.2  |  Genotypic and alleles distribution frequency

The revealed frequencies of the investigated genotypes in control 
subjects did not deviate from Hardy-Weinberg equilibrium (HWE) (p 
0.0774 for control group and 0.236 for patients). Considering II gen-
otype and I allele as references (wild type), studied patients showed 
significantly higher frequencies of ID, DD, total polymorphism 

(ID  +  DD genotypes), and D allele than control groups (p 0.048, 
<0.001, 0.003 and <0.001; OR (95% CI) 1.478 (1.004−2.175), 2.673 
(1.576−4.533), 1.740 (1.215−2.492), 2.260 (1.496−3.414) respec-
tively) (Table 2).

3.3  |  Relation between genotypes distribution and 
studied parameters

Male patients, patients with longer disease duration, and those with 
higher Hamilton-Norwood classification system grades showed sig-
nificantly higher distribution frequency of ID, DD, and total polymor-
phism (ID + DD genotypes)than II genotypes (p < 0.05 each) (Table 3).

3.4  |  Prediction of risk factors for AGA among the 
studied patients

Risk factors were predicted in the investigated patients using lo-
gistic regression analysis. In both uni- and multivariable models, 
positive family history and the ACE gene I/D polymorphism were 
considered AGA susceptibility factors (p < 0.001, <0.001 0.003, 
0.032; OR (95% CI) 2.339 (1.687−9.226), 1.958 (1.426−8.685), 
1.740 (1.215−2.492), and 1.893 (1.389−2.183) respectively) 
(Table 4).

Variable
Patients
N = 100

Control
N = 100

p 
Value

Age (Years) Mean ± SD 37.9 ± 8.8 36.9 ± 8.3 0.421

Sex

Male N, % 70 (70%) 65 (70%) 0.450

Female N, % 30 (30%) 35(35%)

Family history

Positive N, % 74 (74%) – –

Negative N, % 26 (26%)

Onset

Early N, % 46 (46%) – –

Late N, % 54 (54%)

Duration (years) Mean ± SD 9.1 ± 3 – –

Hamilton-Norwood Grading (No. = 70)

III N, % 16 (22.9%) – –

IV N, % 22 (31.4%)

V N, % 22 (31.4%)

VI N, % 6 (8.6%)

VII N, % 4 (5.7%)

Ludwig Grading (No. = 30)

I N, % 18 (60%) – –

II N, % 12 (40%)

Hamilton-Norwood grading frequency was calculated out of total males, while Ludwig grading 
frequency was calculated out of total females.

TA B L E  1  Demographic and clinical data 
in both studied groups
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4  |  DISCUSSION

Although the pathogenesis of AGA is debated, genetic predisposi-
tion and sex steroid hormones are well-established prerequisites 
for its development.25 Histological studies illustrated perifollicular 
inflammation in AGA affected hair follicles.26,27 Moreover, oxidative 
stress was found to be evident in the DPCs of AGA patients.11

The present results revealed significantly higher distribu-
tion frequencies of ID, DD, and total polymorphism (ID  +  DD 

genotypes) in AGA patients than controls (p 0.048, <0.001, and 
0.003 respectively). Also, the D allele was distributed significantly 
among AGA patients than healthy controls (p  <  0.001). This im-
plies that the D allele has been linked to a considerably increased 
risk of AGA development. Previous researches revealed that DD 
genotypes carriers have high serum and tissue levels of ACE, 
causing excess angiotensin II (Ang II) production which is a po-
tent pro-inflammatory modulator.28 Higher plasma ACE concen-
tration is involved in ovarian endothelium angiogenesis in vitro, 

Genotype

Control
N = 100

Patients
N = 100

p OR 95% CIN (%) N (%)

II 51 (51%) 26 (26%) Reference

ID 40 (40%) 44 (44%) 0.048 1.478 1.004–2.175

DD 9 (9%) 30 (30%) <0.001 2.673 1.576–4.533

ID + DD 49 (49%) 74 (74%) 0.003 1.740 1.215–2.492

Allele

I 71 (71%) 29 (29%) Reference

D 52 (52%) 48 (48%) <0.001 2.260 1.496–3.414

HWp 0.774 0.236

CI, confidence interval; HWp, Hardy-Weinberg p value; OR, odds ratio.

TA B L E  2  Comparison between 
patients and control groups regarding ACE 
I/D genotypes and alleles distribution 
frequency

TA B L E  3  Comparison of ACE I/D genotypes distribution frequency regarding different studied parameters

Variable
II
N = 26

ID
N = 44

DD
N = 30

Total polymorphism (ID + DD)
N=74 p1 p2

Age (years) Mean ± SD 24.9 ± 6.6 29.1 ± 8.3 26 ± 8.7 27.7 ± 8.4 0.205 0.091

Age groups

20–30 N, % 12 (40%) 20 (45.5%) 14 (53.8%) 34 (48.6%) 0.458 0.295

30–40 N, % 14 (60%) 24 (54.5%) 16 (46.2%) 40 (51.4%)

Sex

Male N, % 14 (53.8%) 38 (86.4%) 18 (60%) 52 (74.3%) 0.005 0.043

Female N, % 12 (40%) 6 (13.6%) 12 (46.2%) 22 (25.7%)

Duration (years) Mean ± SD 6.4 ± 1.9 10.6 ± 2.2 9.8 ± 2.7 10.3 ± 2.4 0.002 0.001

Onset

Early onset N, % 16 (53.3%) 22 (50%) 16 (61.5%) 38 (54.3%) 0.643 0.930

Late onset N, % 14 (46.7%) 22 (50%) 10 (38.5%) 32 (45.7%)

Family history

Negative N, % 10 (33.3%) 12 (27.3%) 4 (15.4%) 16 (22.9%) 0.301 0.274

Positive N, % 20 (67%) 32 (72.7%) 22 (84.6%) 54 (77.1%)

Hamilton-Norwood Grading (No. = 70)

N (III + IV) N, % 14 (46.7%) 16 (36.4%) 8 (30.8%) 24 (34.3%) 0.042 0.020

N (V + VI + VII) N, % 4 (13.3%) 22 (50%) 6 (23.1%) 28 (40%)

Ludwig Grading (No. = 30)

L I N, % 6 (20%) 2 (4.5%) 10 (38.5%) 12 (17.1%) 0.082 0.458

L II N, % 6 (20%) 4 (9.1%) 2 (7.7%) 6 (8.6%)

p1, comparison between II, ID, and DD genotypes distribution frequency. p2, comparison between patients carrying ID + DD genotypes vs. those 
carrying II genotypes. Hamilton-Norwood grading frequency was calculated out of total male patients; while Ludwig grading frequency was 
calculated out of total female patients. Bold indicates significant p value.
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steroidogenesis and inflammation.29 Also, it increases adrenal ste-
roidogenesis that may have a role in AGA development through 
induction of follicular miniaturization.30 Furthermore, Ang II is a 
potent activator of NAD(P)H oxidase thus inducing reactive oxy-
gen species (ROS) generation.31 Current findings propose that the 
DD genotype is linked with high risk for AGA. This also was the 
condition in other inflammatory diseases in which the same poly-
morphism was investigated previously.16-21

The present study results revealed that male patients, patients 
with longer disease duration, and those with higher Hamilton-
Norwood classification grades showed significantly higher distri-
bution frequencies of ID, DD, and total polymorphism (ID  +  DD 
genotypes) than II genotypes (p < 0.05 each) supporting the hypoth-
esized relation between the investigated genetic polymorphism and 
MPHL severity.

Angiotensin-converting enzyme takes part in unfavorable fi-
brous remodeling. Collagen deposition, dermal sheath thickening, 
and perifollicular fibrosis were found to be involved in AGA pathol-
ogy.32-34 Over abundance of extracellular matrix deposition leads to 
depressed tissue vascularity in balding scalp tissues that might in-
duce follicular miniaturization.35-37Collagen filaments are nearly four 
times as abundant in the vertex and temple regions, and this could 
be related to disease progression in these areas.38,39

Our results provided a relation between ACE I/D gene polymor-
phism as vulnerability factor in both uni- and multivariable analyses 
when regression analysis was performed to predict the risk factors 
for disease development among the studied patients.

The limitations of the current study are the relative small sam-
ple size owing to the higher expense of molecular studies with 
the limited self-funded research and the recruitment of subjects 
from one center. Furthermore, our findings could be the result of 
genetic-environmental interactions that were not examined in our 
study.

5  |  CONCLUSIONS

Despite these breakthroughs in AGA genetics understanding, a 
notewosrthy part of the overall heritable risk still needs clarifica-
tion. The current findings pointing to the assignment of ACE gene 

I/D polymorphism to the genetic background of this inflammatory 
skin disorder. Future large-scale multi-centers studies along with 
functional studies are required to confirm our findings.

6  |  COMPLIANCE WITH ETHIC S 
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TA B L E  4  Logistic regression analysis for prediction of AGA susceptibility

Risk factors

Univariable Multivariable

B p OR (95% CI) B p OR (95% CI)

Age 0.008 0.387 1.001 (0.983–1.017)

Gender 0.143 0.948 1.132 (0.739–1.353)

Positive family history 2.428 <0.001 2.339 (1.687–9.226) 2.395 <0.001 1.958 (1.426–8.685)

ACE gene POLYMORPHISM
(ID + DD)

0.782 0.003 1.740 (1.215–2.492) 0.500 0.032 1.893 (1.389–2.183)

B, regression coefficient; CI, confidence interval; OR, odds ratio.
Bold indicates significant P value.

 14732165, 2022, 6, D
ow

nloaded from
 https://onlinelibrary.w

iley.com
/doi/10.1111/jocd.14434 by Sam

ah Ibrahim
 - E

gyptian N
ational Sti. N

etw
ork (E

nstinet) , W
iley O

nline L
ibrary on [13/02/2024]. See the T

erm
s and C

onditions (https://onlinelibrary.w
iley.com

/term
s-and-conditions) on W

iley O
nline L

ibrary for rules of use; O
A

 articles are governed by the applicable C
reative C

om
m

ons L
icense

https://orcid.org/0000-0003-3877-5787
https://orcid.org/0000-0003-3877-5787
https://orcid.org/0000-0001-8276-8352
https://orcid.org/0000-0001-8276-8352


2634  |    MUSTAFA et al.

R E FE R E N C E S
	 1.	 Piraccini BM, Alessandrini A. Androgenetic alopecia. G Ital Dermatol 

Venereol 2014; 149: 15-24.
	 2.	 González-González JG, Mancillas-Adame LG, Fernández-Reyes M, 

et al. Androgenetic alopecia and insulin resistance in young men. 
Clin Endocrinol. 2009;71:494-499.

	 3.	 Kaliyadan F, Nambiar A, Vijayaraghavan S. Androgenetic alopecia: 
an update. Indian J Dermatol Venereol Leprol. 2013;79:613-625.

	 4.	 Zhang SJ, Qian HN, Zhao Y, et al. Relationship between age and 
prostate size. Asian J Androl. 2012;15(1):116-120.

	 5.	 Lolli F, Pallotti F, Rossi A, et al. Androgenetic alopecia: a review. 
Endocrine. 2017;57:9-17.

	 6.	 Lattanand A, Johnson WC. Male pattern alopecia. A histopatholog-
ical and histochemical study. J Cutan Pathol. 1975;2:58-70.

	 7.	 Jaworsky C, Kligman AM, Murphy GF. Characterisation of inflam-
matory infiltrates in male pattern alopecia: implication for patho-
genesis. Br J Dermatol. 1992;127:239-246.

	 8.	 Whiting DA. Diagnostic and predictive value of horizontal sections 
of scalp biopsy specimen in male pattern androgenetic alope-
cia. J Am Acad Dermatol. 1993;28:755-763.

	 9.	 Pierard GE, Pierard-Franchimont C, Nikkels-Tassoudji N, 
et al. Improvement in the inflammatory aspect of androgenetic al-
opecia. A pilot study with an antimicrobial lotion. J Dermatol Treat. 
1996;7:153-157.

	10.	 Philpott MP, Sanders D, Kealey T. Cultured human hair follicles and 
growth factors. J Invest Dermatol. 1995;104(5):44-45

	11.	 Upton JH, Hannen RF, Bahta AW, Farjo N, Farjo B, Philpott 
MP. Oxidative stress-associated senescence in dermal papilla 
cells of men with androgenetic alopecia. J Invest Dermatol. 
2015;135(5):1244-1252.

	12.	 Danilov S, Savoie F, Lenoir B, et al. Development of enzyme-linked 
immunoassays for human angiotensin I converting enzyme suitable 
for large-scale studies. J Hypertensive. 1996;14:719-727.

	13.	 Chaoxin J, Daili S, Yanxin H, et al. The influence of angiotensin-
converting enzyme 2 gene polymorphisms on type 2 diabetes 
mellitus and coronary heart disease. Eur Rev Med Pharmacol Sci. 
2013;17(19):2654-2659.

	14.	 Tiret L, Rigat B, Visvikis S, et al. Evidence that combined segrega-
tion and linkage analysis, that a variant of the ACE gene controls 
plasma ACE levels. Am J Hum Genet. 1992;51:197-205.

	15.	 Takahashi T, Taniguchi T, Okuda M, et al. Participation of reac-
tive oxygen intermediates in the angiotensin II-activated signal-
ing pathways in vascular smooth muscle cells. Ann NY Acad Sci. 
2000;902:283-287.

	16.	 Jin SY, Park HH, Li GZ, et al. Association of angioensin converting 
enzyme gene I/D polymorphism of vitiligo in Korean polymorphism. 
Pigment Cell Res. 2004;17(1):84-86.

	17.	 Tippisetty S, Ishag M, Komaravalli PL, et al. Angiotensin converting 
enzyme gene polymorphismin in vitiligo: protective and predispos-
ing effects of genotypes in disease susceptibility and progression. 
Eur J Dermatol. 2011;21:173-177.

	18.	 Yigit S, Tural S, Rüstemoglu A, et al. DD genotype of ACE gene I/D 
polymorphism is associated with Behcet disease in a Turkish popu-
lation. Mol Biol Rep. 2013;40(1):365-368.

	19.	 Liu T, Han Y, Lu L. Angiotensin-converting enzyme gene polymor-
phisms and the risk of psoriasis: a meta-analysis. Clin Exp Dermatol. 
2013;38(4):352-359.

	20.	 Yang KD, Zhang F, Fang F, et al. Angiotensin-converting enzyme 
insertion/deletion polymorphism and susceptibility to psoria-
sis in a Chinese population. J Renin Angiotensin Aldosterone Syst. 
2014;15(1):39-43.

	21.	 Sorour NE, Mustafa AI, Alhusseni NF, Fawzy E, Amer AG. 
Angiotensin-converting enzyme gene insertion/deletion polymor-
phism and family history in severe acne vulgaris. J Cosmet Dermatol. 
2019;18(6):1992-1997.

	22.	 Ludwig E. Classification of the types of androgenetic alopecia 
(common baldness) occurring in the female sex. Br J Dermatol. 
1977;97(3):247-254.

	23.	 Norwood OT. Male pattern baldness: classification and Incidence. 
South Med J. 1975;68(11):1359-1365

	24.	 Skol AD, Scott LJ, Abecasis GR, Boehnke M. Joint analysis is more 
efficient than replication-based analysis for two-stage genome-
wide association studies. Nat Genet. 2006;38:209-213.

	25.	 Yip L, Martinick W, Bosnich J. Evidence of increased DNA methyl-
ation of the androgen receptor in occipital hair follicles from men 
with androgenetic alopecia. Br J Dermatol. 2011;165(1):210-213.

	26.	 Aslani FS, Dastgheib L, Banihashemi BM. Hair counts in scalp bi-
opsy of males and females with androgenetic alopecia compared 
with normal subjects. J Cutan Pathol. 2009;36(7):734-739.

	27.	 Magro CM, Rossi A, Poe J, et al. The role of inflammation and immu-
nity in the pathogenesis of androgenetic alopecia. J Drugs Dermatol. 
2011;10(12):1404-1411.

	28.	 Wong A, Zhang B, Jiang M, Gong E, Zhang Y, Lee SW. Oxidative 
stress in acne vulgaris. J Clinc Dermat Ther 2016;3:1-6.

	29.	 Ożegowska K, Bogacz A, Bartkowiak-Wieczorek J, et al. Association 
between the angiotensin converting enzyme gene insertion/de-
letion polymorphism and metabolic disturbances in women with 
polycystic ovary syndrome. Mol Med Rep. 2016;14:5401-5407.

	30.	 Messenger AG, Sinclair R. Follicular miniaturization in female 
pattern hair loss: clinicopathological correlations. Br J Dermatol. 
2006;155:926-930.

	31.	 Nickoloff BJ, Nestle FO. Recent insights into the immunopatho-
genesis of psoriasis provide new therapeutic opportunities. J Clin 
Invest. 2004;113:1664-1675.

	32.	 MoriharaK TS, Takenaka H, et al. Cutaneous tissue angiotensin–
converting enzyme may participate in pathologic scar formation in 
human skin. J Am Acad Dermatol. 2006;54(2):251-257.

	33.	 Mahe YF, Michelet J-F, Billoni N, et al. Androgenetic alopecia and 
microinflammation. Int J Dermatol. 2000;39(8):576-584.

	34.	 Zinkernagel MS, Trüeb RM. Fibrosing alopecia in a pattern distribu-
tion: patterned lichen planopilaris or androgenetic alopecia with a li-
chenoid tissue reaction pattern? Arch Dermatol. 2000;136:205-211.

	35.	 Goldman BE, Fisher DM, Ringler SL. Transcutaneous Po2 of the 
scalp in male pattern baldness: a new piece to the puzzle. Plast 
Reconstr Surg. 1996;97(6):1109-1116

	36.	 Toshitani S, Nakayama J, Yahata T, Yasuda M. Urabe H. A new 
apparatus for hair regrowth in male-pattern baldness. J Dermatol. 
1990;17:240-246.

	37.	 Wester RC, Maibach HI, Guy RH, Novak E. Minoxidil stimulates 
cutaneous blood flow in human balding scalps: pharmacodynamics 
measured by laser Doppler velocimetry and photopulse plethys-
mography. J Invest Dermatol. 1984;82:515-517.

	38.	 Won CH, Kwon OS, Kim YK, et al. Dermal fibrosis in male pattern 
hair loss: a suggestive implication of mast cells. Arch Dermatol Res. 
2008;300:147-152.

	39.	 El-Domyati M, Attia S, Saleh F, Abdel-Wahab H. Androgenetic 
alopecia in males: a histopathological and ultrastructural 
study. J Cosmetic Dermatol. 2009;8:83-91.

How to cite this article: Mustafa AI, Ibrahim SE, Gohary YM, 
Al-Husseini NF, Fawzy E, El-Shimi OS. Association between 
angiotensin-converting enzyme gene insertion deletion (ACE 
I/D) polymorphism and androgenetic alopecia susceptibility 
among Egyptian patients: A preliminary case-controlled study. 
J Cosmet Dermatol. 2022;21:2629–2634. https://doi.
org/10.1111/jocd.14434

 14732165, 2022, 6, D
ow

nloaded from
 https://onlinelibrary.w

iley.com
/doi/10.1111/jocd.14434 by Sam

ah Ibrahim
 - E

gyptian N
ational Sti. N

etw
ork (E

nstinet) , W
iley O

nline L
ibrary on [13/02/2024]. See the T

erm
s and C

onditions (https://onlinelibrary.w
iley.com

/term
s-and-conditions) on W

iley O
nline L

ibrary for rules of use; O
A

 articles are governed by the applicable C
reative C

om
m

ons L
icense

https://doi.org/10.1111/jocd.14434
https://doi.org/10.1111/jocd.14434

	Association between angiotensin-­converting enzyme gene insertion deletion polymorphism and androgenetic alopecia susceptibility among Egyptian patients: A preliminary case-­controlled study
	Abstract
	1|INTRODUCTION
	2|MATERIALS AND METHODS
	2.1|Study population
	2.2|Exclusion criteria
	2.3|Methods
	2.4|Laboratory work
	2.5|Statistical tests

	3|RESULTS
	3.1|Demographic and clinical data
	3.2|Genotypic and alleles distribution frequency
	3.3|Relation between genotypes distribution and studied parameters
	3.4|Prediction of risk factors for AGA among the studied patients

	4|DISCUSSION
	5|CONCLUSIONS
	6|COMPLIANCE WITH ETHICS GUIDELINES
	ACKNOWLEDGMENTS
	CONFLICT OF INTEREST
	ETHICAL APPROVAL
	AUTHORS’ CONTRIBUTIONS
	DATA AVAILABILITY STATEMENT

	REFERENCES


