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Abstract 

Background Observational studies reported an association between psoriasis and risk of lung cancer. However, 
whether psoriasis is causally associated with lung cancer is unclear.

Methods Genetic summary data of psoriasis were retrieved from two independent genome-wide association studies 
(GWAS). Genetic information of lung cancer was retrieved from GWAS of International Lung Cancer Consortium. A set 
of quality control steps were conducted to select instrumental tools. We performed two independent two-sample 
Mendelian randomization (MR) analyses and a meta-analysis based on the two independent MR estimates to assess 
the causal relationship between psoriasis and lung cancer (LUCA) as well as its subtypes, squamous cell carcinoma 
(LUSC) and adenocarcinoma (LUAD).

Results Between-SNP heterogeneity was present for most MR analyses, whereas horizontal pleiotropy was not 
detected for all MR analyses. Multiplicative random-effect inverse variance weighted (IVW-MRE) method was therefore 
selected as the primary MR approach. Both IVW-MRE estimates from the two independent MR analyses suggested 
that there was no significant causal relationship between psoriasis and LUCA as well as its histological subtypes. 
Sensitivity analyses using other four MR methods gave similar results. Meta-analysis of the two IVW-MRE derived MR 
estimates yielded an odds ratio (OR) of 1.00 (95% CI 0.95–1.06) for LUCA, 1.01 (95% CI 0.93–1.08) for LUSC, and 0.97 
(95% CI 0.90–1.06) for LUAD.

Conclusion Our results do not support a genetic association between psoriasis and lung cancer and its subtypes. 
More population-based and experimental studies are warranted to further dissect the complex correlation between 
psoriasis and lung cancer.

Keywords Lung cancer, Psoriasis, Mendelian randomization, Smoking, Genetics

Background
Lung cancer (LUCA), mainly including squamous cell 
carcinoma (LUSC) and adenocarcinoma (LUAD), is the 
second most commonly diagnosed malignancy and the 
leading cause of cancer death in 2020 worldwide, rep-
resenting approximately 11.4% (2.2 million) cancers 
diagnosed and 18.0% (1.8 million) deaths [1]. LUCA 
involves a set of risk factors, including smoking, air 
pollution, cooking oil fume, obesity, and genetic vari-
ants [2–5]. Moreover, previous epidemiological studies 
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reported that some immune-mediated diseases were 
associated with an increased risk of LUCA [6–10]. For 
instance, based on the UK Biobank cohort, He et  al. 
found that psoriasis conferred an approximately 60% 
increased risk on LUCA among Europeans [9]. Evi-
dence from a meta-analysis also suggested that pso-
riasis patients had a 1.26-fold increased risk of LUCA 
compared with those free of psoriasis [7]. These find-
ings indicate that psoriasis might play a role in the 
development of LUCA. However, owing to the inher-
ent limitations of observational studies, such as infor-
mation biases, confounders, and reverse causality, the 
observed association between psoriasis and LUCA may 
be subject to a chance finding and therefore warrants 
further validation.

Mendelian randomization (MR) is an analogue of ran-
domized controlled trial and leverages genetic informa-
tion as instrumental variable for exposure. Due to the 
allocation of allele is occurred during meiosis and is inde-
pendent of environmental exposures, MR analysis was 
deemed to be less susceptible to underlying confounders 
and enabled to infer causal relationship when the statis-
tical assumptions were met [11, 12]. So far, MR analysis 
has been widely used to explore the associations between 
exposures and outcomes and serves as a good comple-
ment for observational studies [13–16].

There were a hundred of MR analyses for LUCA have 
been performed and published [17–19]. For example, MR 
estimates from Larsson et  al. supported the well-estab-
lished relationship between smoking and LUCA, high-
lighting the importance of smoking cessation for LUCA 
prevention [20]. Another MR study from Dimitrakopou-
lou et  al. found that there is little evidence for a causal 
association between circulating vitamin D concentration 
and the risk of LUCA, and suggested that population-
wide screening for vitamin D deficiency and subsequent 
widespread vitamin D supplementation should not be 
recommended as a strategy for primary cancer preven-
tion [21]. Hence, MR study has significance for LUCA 
prevention and to understand LUCA pathogenesis. How-
ever, there was yet no MR analysis has been performed to 
assess the association between psoriasis and LUCA. To 
fill this gap, in the current study, we performed two-sam-
ple MR analyses to assess the potentially causal relation-
ship between psoriasis and LUCA.

Methods
Study design
The basic schema of MR analysis is shown in Fig.  1A 
[22]. In the current study, we set psoriasis and LUCA as 
exposure and outcome, respectively (Fig. 1B). The genetic 
information of psoriasis that derived from genome-wide 

Fig. 1 The schematic representations of our study. A the basic schema of Mendelian randomization (MR) analysis; B the study design of our MR 
analysis; C the flow chart of our MR analysis. ILCCO, international lung cancer consortium; IVW-FE, fixed-effect inverse variance weighted model; 
IVW-MRE, multiplicative random-effect inverse variance weighted model
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association study (GWAS) were set as instrumental vari-
able (Fig. 1B).

Psoriasis GWAS
For psoriasis, we retrieved the GWAS summary data 
(coefficient and standard error for each SNP) from Tsoi 
LC et al. (PMID: 28,537,254) [23] and FinnGen (https:// 
www. finng en. fi/ en) via GWAS Catalog (inquiry code: 
GCST004346) and IEU-OpenGWAS project (inquiry 
code: finn-b-L12_PSORIASIS) online platform, respec-
tively. In the GWAS of Tsoi LC et al., the authors included 
totally 19 032 psoriasis cases and 286 769 controls who 
were European ancestry from 8 independent cohorts, 
and performed a meta-analysis of 9 113 515 markers 
with good imputation quality in at least four data sets, 
using the inverse-variance approach [23]. A total of 63 
loci were identified and could explain nearly 28% of the 
genetic heritability.

FinnGen study was launched in Finland in 2017 and is 
a population-based study that combines genome infor-
mation with digital health care data. FinnGen individu-
als were genotyped with Illumina and Affymetrix chip 
arrays (Illumina Inc., San Diego, and Thermo Fisher Sci-
entific, Santa Clara, CA, USA). Chip genotype data were 
imputed using the population-specific SISu v3 imputa-
tion reference panel of 3775 whole genomes, yielding 
totally 16 962 023 variants. In the quality control process, 
participants with ambiguous gender, high genotype miss-
ingness (> 5%), excess heterozygosity and non-Finnish 
ancestry were excluded. Variants with high missingness 
(> 2%), low Hardy–Weinberg Equilibrium P-value (<  10–6) 
and minor allele count < 3 were excluded. Finally, 4510 
psoriasis cases that identified by ICD-10 code L40 and 
212 242 healthy controls were included for GWAS.

Lung cancer GWAS
For LUCA and its subtypes LUSC and LUAD, we 
retrieved the GWAS summary data from Wang et al. [24] 
via IEU-OpenGWAS online platform using inquiry code 
of “ieu-a-966”, “ieu-a-967”, and “ieu-a-965”, respectively. 
In this GWAS, Wang et al. on behalf of the International 
Lung Cancer Consortium (ILCCO) performed a meta-
analysis using inverse-variance approaches based on 
data from four previously reported lung cancer GWAS 
of European populations: the MDACC GWAS, the ICR 
GWAS, the NCI GWAS, and the IARC GWAS. A total 
of 11 348 LUCA cases (3275 LUSC and 3442 LUAD) 
and 15 861 controls were included. In the quality con-
trol process, individuals with low call rate (< 90%) and 
extremely high or low heterozygosity (P < 1.0 ×  10−4), as 
well as non-European ancestry were excluded. SNPs with 
a RSQR < 0.30 with MaCH or an information measure 
Is < 0.40 with IMPUTE2 were deemed as poorly imputed 

and were excluded from the analyses. Nearly 9 million 
SNPs were finally included in GWAS.

Selection of instrumental tools
We performed a set of quality control steps to select suit-
able genetic instrumental tools [13]. First, we extracted 
SNPs associated with psoriasis at the genome-wide sig-
nificance level (P < 5 ×  10−8). Second, to ensure the inde-
pendence of genetic variables, we performed a clumping 
process (threshold of  R2 was < 0.001, window size = 10 
000  kb) using linkage disequilibrium (LD) estimates 
calculated from Europeans in 1000 Genomes project. 
Among those pairs of SNPs that had LD  R2 above the 
specified threshold (i.e., 0.001), we removed the SNP 
with the relatively higher P value. SNPs absent from the 
LD reference panel were also removed. Third, SNPs with 
a minor allele frequency < 1% were excluded. We then 
extracted the GWAS summary data of the selected SNPs 
from outcome datasets. For SNP that was absent in the 
outcome GWAS, we used SNP that had a LD  R2 > 0.8 as a 
proxy. Furthermore, ambiguous SNPs with inconcordant 
alleles and palindromic SNPs with an ambiguous strand 
were either directly excluded or corrected in MR analysis.

To detect the underlying weak instrumental vari-
able bias, we calculated the F-statistic using following 
formula: F = R2(n − k − 1)/k(1 − R2), where R2, n, and k 
denotes the proportion of variance of exposure explained 
by selected genetic tools, sample size of exposure GWAS, 
and number of selected genetic tools, respectively. A 
mean F-statistic > 10 suggests suitable instrumental vari-
ables [25].

Mendelian randomization analysis
We performed two independent two-sample MR anal-
yses in this study. The flow chart is shown in Fig.  1C. 
First, we harmonized the exposure data and outcome 
data by matching the SNPs. Second, we applied inverse-
variance weighted (IVW) method to test between-SNP 
heterogeneity. P value of the Q-statistic > 0.05 means 
the absence of heterogeneity. Third, we used MR-Egger 
regression intercept test to identify the horizontal plei-
otropy. Fourth, we chose primary MR method accord-
ing to the testing of between-SNP heterogeneity and 
horizontal pleiotropy. Briefly, if there was neither het-
erogeneity nor pleiotropy, use fixed-effect IVW (IVW-
FE); if there was heterogeneity but no pleiotropy, use 
multiplicative random-effect IVW (IVW-MRE); if 
there was pleiotropy with or without heterogeneity, use 
MR-Egger regression [26]. We applied five methods in 
the current study to ensure the robustness of results. 
Finally, we used fixed-effect model to meta-analyze 
the MR estimates based on the GWAS of Tsoi LC and 
FinnGen. Leave-one-out analysis was also performed 

https://www.finngen.fi/en
https://www.finngen.fi/en
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to identify the influential SNPs. We used mRnd website 
to calculate the statistical power for MR analysis [27]. 
All statistics were performed using R program (version 
4.0.3). MR analysis was implemented using TwoSam-
pleMR [28] and gwasrapidd [29] packages. Meta-analy-
sis was implemented using Metaan package.

Results
Instrumental variables
A total of 55 and 10 SNPs were selected from pso-
riasis GWAS of Tsoi LC and FinnGen, respectively 
(Table  1). The coefficients and standard errors of each 
SNP for both exposure and outcome are shown in 
Additional file  1: Tables S1-S6. The mean F-statistics 
were both > 10. IVW test suggested that between-SNP 
heterogeneity was present for 5 of 6 MR analyses, 
whereas horizontal pleiotropy was not detected for all 
MR analyses (P value of MR-Egger regression intercept 
test > 0.05) (Table 1). We therefore chose IVW-MRE as 
the primary MR method. Of note, in the current sce-
nario, most MR analyses were less powered (< 80%) to 
detect a weak odds ratio (OR) between 0.95 and 1.05. 
For MR analysis based on Tsoi LC, MR analysis was 
able to detect an OR > 1.1 or < 0.9 with an almost suf-
ficient power (80%) (Table 1).

Association between psoriasis and lung cancer
The scatter plots of six MR analyses are shown in Fig. 2. 
The MR estimates based on GWAS of Tsoi LC were 
much more consistent and robust than that based on 
GWAS of FinnGen. Based on psoriasis GWAS of Tsoi 
LC et  al., IVW-MRE method suggested that there was 
no significant causal relationship between psoriasis and 
LUCA as well as its subtypes LUSC and LUAD (Table 1). 
The OR for LUCA, LUSC, and LUAD was 1.00 (95% 
CI 0.94–1.07), 1.00 (95% CI 0.92–1.09), and 0.99 (95% 
CI 0.90–1.09), respectively. Other four methods also 
reported similar results, albeit the nuances in MR esti-
mates (Fig. 3A; Additional file 1: Table S7).

Likewise, based on psoriasis GWAS of FinnGen, 
IVW-MRE method did not detect significant causal 
relationship between psoriasis and LUCA and its sub-
types (Table 1). The MR point estimates were close to 1. 
Other four methods did not report any conflicting result 
(Fig. 3B; Additional file 1: Table S7).

Meta-analysis of the two IVW-MRE derived MR esti-
mates yielded an OR of 1.00 (95% CI 0.95–1.06) for 
LUCA, 1.01 (95% CI 0.93–1.08) for LUSC, and 0.97 (95% 
CI 0.90–1.06) for LUAD (Fig. 4). Leave-one-out analysis 
did not detect any influential SNP for all MR analyses 
(Additional file 2: Figures S1-S6).

Discussion
In this MR study based on three large-scale GWAS, we 
found that psoriasis might not be causally associated with 
the risk of lung cancer as well as its histological subtypes, 
squamous cell carcinoma and adenocarcinoma. This 
finding was consistent in different GWAS data sources 
and was also validated in sensitivity analyses. Meta-anal-
ysis based on the two independent MR estimates yielded 
a concordant result.

Psoriasis is a common, chronic papulosquamous skin 
disease occurring worldwide and closely links to immune 
function [30]. The estimates of the prevalence of psoria-
sis in adults ranged from 0.51% to 11.43%, and in chil-
dren from 0% to 1.37% [31]. The highest prevalence was 
in European populations [32]. A few of epidemiologi-
cal studies reported that psoriasis was associated with 
an increased risk of lung cancer at different degrees [7, 
9, 33–36]. The association was concordant in both sexes 
and in people with distinct ethnicities. For example, in 
the Iowa’s Women’s Health Study, the authors reported 
that psoriasis was associated with a 90% increased risk 
of lung cancer [37]. In a cohort study enrolled nearly 
0.9 million Korean participants, psoriasis was found to 
be associated with a 14% and 20% increased risk of lung 
cancer in males and females, respectively [34]. Although 
cumulative evidences from observational studies support 
an association between psoriasis and lung cancer risk, 
the mechanisms underlying the observed relation are 
far from understood. Furthermore, whether the obser-
vational correlation connotes a causal relationship is still 
unclear. In this regard, MR analysis can provide more 
insights into the association of psoriasis with lung cancer.

In the current MR study, our results provide no genetic 
evidence for an association between psoriasis and lung 
cancer as well as its subtypes. This finding suggests that 
the observed association from population-based stud-
ies might be biased by underlying confounders and indi-
cates that psoriasis may share common risk factors with 
lung cancer but itself is not a risk factor for lung cancer. 
For example, Prizment et  al. found that the association 
between psoriasis and lung cancer became statistically 
non-significant when further adjusting for smoking, body 
mass index, education, physical activity, and hormone 
therapy use [37]. Chiesa F et al. found that the association 
between psoriasis and lung cancer was disappeared when 
limiting the study participants to non-smokers [35]. 
Moreover, in two large-scale epidemiological studies that 
had adjusted for smoking status of study participants, no 
significant association between psoriasis and lung cancer 
was detected [38, 39]. On the contrary, in several epide-
miological studies reporting positive association between 
psoriasis and lung cancer, the common risk factors 
such as smoking were not adjusted for in the regression 
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models [34, 36, 40]. Hence, in observational studies, it 
is not possible to totally tease out the role of confound-
ing factors, particularly smoking, alcohol drinking, and 

obesity, which have all been reported to independently 
increase the risk of both lung cancer and psoriasis [18, 
41–44].
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The overlap between risk factors of these two condi-
tions might partly explain the overrepresentation of lung 
cancer observed in patients with psoriasis. Cytokines that 
upregulated in psoriasis patients include TNF-α, IL-1β, 
IL-12, and IL-17A were also involved in the development 
of lung cancer [45–47], indicating that both psoriasis and 
lung cancer are closely involved with immune alteration 
[48]. In order to determine the true and pure impact of 
psoriasis on the risk of lung cancer, prospective studies 
with a careful consideration of the common risk factors 
especially smoking status should be conducted. How-
ever, MR analysis leveraging genetic information to some 
extent could serve as a good surrogate.

To our knowledge, this is the first MR analysis to assess 
the association between psoriasis and lung cancer. Our 
study has some strengths. First, compared to observa-
tional studies, our MR approach allows causal inference 
free from confounders and reverse causality. Second, the 
instrumental variables for psoriasis were derived from 
two large-scale GWAS that enrolled more than 220 thou-
sand participants, thus ensuring the suitability of genetic 
tools. Third, our MR findings were consistent in subtypes 
of lung cancer and were validated by sensitivity analyses 
and meta-analysis. Although these notable advantages, 
the limitations of our study should also be noted here. 
First, the genetic data used in our analyses were from 
Europeans, thus limiting the extrapolation to other popu-
lations. Second, our MR analysis may be short in statisti-
cal power to detect a weak association between psoriasis 
and lung cancer. GWAS with more participants for lung 
cancer was therefore warranted in the future. Third, our 
estimates might also subject to the inherent pitfalls of 
MR analysis such as selection bias [49]. For example, the 
medication and treatment for psoriasis were not been 
considered in the GWAS, and might influence the selec-
tion of genetic tools used in our MR analysis.

Conclusion
In conclusion, our MR analyses suggested there was no 
causal relationship between psoriasis and lung cancer. 
The observed association between these two diseases 
might be confounded by the shared risk factors such 
as smoking. More population-based and experimental 
investigations are warranted to further dissect the com-
plex relation between psoriasis and lung cancer in the 
future. Although genetic evidence did not support the 
causal relationship, we should still strengthen the man-
agement of psoriasis patients, such as cancer screening 
and smoking cessation, to reduce the odds of lung cancer.

Abbreviations
MR  Mendelian randomization
LUCA   Lung cancer
LUSC  Lung squamous cell carcinoma
LUAD  Lung adenocarcinoma
IVW-FE  Fixed-effect inverse variance weighted model
IVW-MRE  Multiplicative random-effect inverse variance weighted model
GWAS  Genome-wide association study
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Fig. 4 Meta-analysis estimates of MR results from multiplicative 
random-effect inverse variance weighted model based on GWAS of 
Tsoi LC et al. and FinnGen. LUCA, lung cancer; LUSC, lung squamous 
cell carcinoma; LUAD, lung adenocarcinoma

https://doi.org/10.1186/s12890-022-02297-0
https://doi.org/10.1186/s12890-022-02297-0


Page 8 of 9Wang et al. BMC Pulmonary Medicine            (2023) 23:4 

Availability of data and materials
The GWAS data of psoriasis were retrieved from GWAS Catalog (https:// www. 
ebi. ac. uk/ gwas/ studi es/ GCST0 04346) and IEU-OpenGWAS project (https:// 
gwas. mrcieu. ac. uk/ datas ets/ finn-b- L12_ PSORI ASIS/) online platform, respec-
tively. The GWAS data of lung cancer were retrieved from IEU-OpenGWAS 
project (https:// gwas. mrcieu. ac. uk/ datas ets/ ieu-a- 965/, https:// gwas. mrcieu. ac. 
uk/ datas ets/ ieu-a- 966/, and https:// gwas. mrcieu. ac. uk/ datas ets/ ieu-a- 967/).

Declarations

Ethics approval and consent to participate
The data used in this study were retrieved from previous studies. Therefore, 
ethical approval was not required.

Consent for publication
Not applicable.

Competing interests
The authors declare that they have no competing interests.

Received: 15 June 2022   Accepted: 24 December 2022

References
 1. Sung H, Ferlay J, Siegel RL, Laversanne M, Soerjomataram I, Jemal A, et al. 

Global cancer statistics 2020: GLOBOCAN estimates of incidence and 
mortality worldwide for 36 cancers in 185 countries. CA Cancer J Clin. 
2021;71(3):209–49.

 2. Huang Y, Zhu M, Ji M, Fan J, Xie J, Wei X, et al. Air pollution, genetic fac-
tors, and the risk of lung cancer: a prospective Study in the UK biobank. 
Am J Respir Crit Care Med. 2021;204(7):817–25.

 3. Loeb LA, Ernster VL, Warner KE, Abbotts J, Laszlo J. Smoking and lung 
cancer: an overview. Cancer Res. 1984;44(12 Pt 1):5940–58.

 4. Hidayat K, Du X, Chen G, Shi M, Shi B. Abdominal obesity and lung cancer 
risk: systematic review and meta-analysis of prospective studies. Nutri-
ents. 2016;8(12):810.

 5. Chen TY, Fang YH, Chen HL, Chang CH, Huang H, Chen YS, et al. Impact of 
cooking oil fume exposure and fume extractor use on lung cancer risk in 
non-smoking Han Chinese women. Sci Rep. 2020;10(1):6774.

 6. Song L, Wang Y, Zhang J, Song N, Xu X, Lu Y. The risks of cancer develop-
ment in systemic lupus erythematosus (SLE) patients: a systematic review 
and meta-analysis. Arthritis Res Ther. 2018;20(1):270.

 7. Vaengebjerg S, Skov L, Egeberg A, Loft ND. Prevalence, incidence, and 
risk of cancer in patients with psoriasis and psoriatic arthritis: a systematic 
review and meta-analysis. JAMA Dermatol. 2020;156(4):421–9.

 8. Kantor ED, Hsu M, Du M, Signorello LB. Allergies and asthma in relation to 
cancer risk. Cancer Epidemiol Biomarkers Prev. 2019;28(8):1395–403.

 9. He MM, Lo CH, Wang K, Polychronidis G, Wang L, Zhong R, et al. 
Immune-mediated diseases associated with cancer risks. JAMA Oncol. 
2022;8(2):209–19.

 10. Wu X, Peng H, Wen Y, Cai X, Li C, Zhong R, et al. Rheumatoid arthritis and 
risk of lung cancer: meta-analysis and Mendelian randomization study. 
Semin Arthritis Rheum. 2021;51(3):565–75.

 11. Smith GD, Ebrahim S. Mendelian randomization: prospects, potentials, 
and limitations. Int J Epidemiol. 2004;33(1):30–42.

 12. Sekula P, Del Greco MF, Pattaro C, Köttgen A. Mendelian randomization 
as an approach to assess causality using observational data. J Am Soc 
Nephrol. 2016;27(11):3253–65.

 13. Wu F, Huang Y, Hu J, Shao Z. Mendelian randomization study of 
inflammatory bowel disease and bone mineral density. BMC Med. 
2020;18(1):312.

 14. Riaz H, Khan MS, Siddiqi TJ, Usman MS, Shah N, Goyal A, et al. Association 
between obesity and cardiovascular outcomes: a systematic review and 
meta-analysis of mendelian randomization studies. JAMA Netw Open. 
2018;1(7):e183788.

 15. Manousaki D, Harroud A, Mitchell RE, Ross S, Forgetta V, Timpson NJ, et al. 
Vitamin D levels and risk of type 1 diabetes: a Mendelian randomization 
study. PLoS Med. 2021;18(2):e1003536.

 16. Yuan S, Gill D, Giovannucci EL, Larsson SC. Obesity, type 2 diabetes, 
lifestyle factors, and risk of gallstone disease: a Mendelian randomization 
investigation. Clin Gastroenterol Hepatol. 2022;20(3):e529–37.

 17. Zhou H, Zhang Y, Liu J, Yang Y, Fang W, Hong S, et al. Education and 
lung cancer: a Mendelian randomization study. Int J Epidemiol. 
2019;48(3):743–50.

 18. Zhou W, Liu G, Hung RJ, Haycock PC, Aldrich MC, Andrew AS, et al. Causal 
relationships between body mass index, smoking and lung cancer: 
univariable and multivariable Mendelian randomization. Int J Cancer. 
2021;148(5):1077–86.

 19. Baumeister SE, Baurecht H, Nolde M, Alayash Z, Gläser S, Johansson M, 
et al. Cannabis use, pulmonary function, and lung cancer susceptibility: a 
Mendelian randomization study. J Thorac Oncol. 2021;16(7):1127–35.

 20. Larsson SC, Carter P, Kar S, Vithayathil M, Mason AM, Michaëlsson K, et al. 
Smoking, alcohol consumption, and cancer: a mendelian randomisation 
study in UK Biobank and international genetic consortia participants. 
PLoS Med. 2020;17(7):e1003178.

 21. Dimitrakopoulou VI, Tsilidis KK, Haycock PC, Dimou NL, Al-Dabhani K, 
Martin RM, et al. Circulating vitamin D concentration and risk of seven 
cancers: Mendelian randomisation study. BMJ. 2017;359:j4761.

 22. Birney E. Mendelian randomization. Cold Spring Harb Perspect Med; 
2021.

 23. Tsoi LC, Stuart PE, Tian C, Gudjonsson JE, Das S, Zawistowski M, et al. 
Large scale meta-analysis characterizes genetic architecture for common 
psoriasis associated variants. Nat Commun. 2017;8:15382.

 24. Wang Y, McKay JD, Rafnar T, Wang Z, Timofeeva MN, Broderick P, et al. Rare 
variants of large effect in BRCA2 and CHEK2 affect risk of lung cancer. Nat 
Genet. 2014;46(7):736–41.

 25. Sanderson E, Spiller W, Bowden J. Testing and correcting for weak and 
pleiotropic instruments in two-sample multivariable Mendelian randomi-
zation. Stat Med. 2021;40(25):5434–52.

 26. Jiang H, Hu D, Wang J, Zhang B, He C, Ning J. Adiponectin and the risk of 
gastrointestinal cancers in East Asians: Mendelian randomization analysis. 
Cancer Med; 2022

 27. Brion MJ, Shakhbazov K, Visscher PM. Calculating statistical power in 
Mendelian randomization studies. Int J Epidemiol. 2013;42(5):1497–501.

 28. Hemani G, Zheng J, Elsworth B, Wade KH, Haberland V, Baird D, et al. The 
MR-Base platform supports systematic causal inference across the human 
phenome. Elife. 2018;7:e34408.

 29. Magno R, Maia AT. gwasrapidd: an R package to query, download and 
wrangle GWAS catalog data. Bioinformatics. 2020;36(2):649–50.

 30. Griffiths CEM, Armstrong AW, Gudjonsson JE, Barker J. Psoriasis Lancet. 
2021;397(10281):1301–15.

 31. Michalek IM, Loring B, John SM. A systematic review of worldwide epide-
miology of psoriasis. J Eur Acad Dermatol Venereol. 2017;31(2):205–12.

 32. Parisi R, Symmons DP, Griffiths CE, Ashcroft DM. Global epidemiology 
of psoriasis: a systematic review of incidence and prevalence. J Invest 
Dermatol. 2013;133(2):377–85.

 33. Rademaker M, Rubel DM, Agnew K, Andrews M, Armour KS, Baker C, et al. 
Psoriasis and cancer: an Australian/New Zealand narrative. Australas J 
Dermatol. 2019;60(1):12–8.

 34. Lee JH, Kim HJ, Han KD, Kim HN, Park YM, Lee JY, et al. Cancer risk in 892 
089 patients with psoriasis in Korea: a nationwide population-based 
cohort study. J Dermatol. 2019;46(2):95–102.

 35. Chiesa Fuxench ZC, Shin DB, Ogdie Beatty A, Gelfand JM. The risk of 
cancer in patients with psoriasis: a population-based cohort study in the 
health improvement network. JAMA Dermatol. 2016;152(3):282–90.

 36. Ji J, Shu X, Sundquist K, Sundquist J, Hemminki K. Cancer risk in hos-
pitalised psoriasis patients: a follow-up study in Sweden. Br J Cancer. 
2009;100(9):1499–502.

 37. Prizment AE, Alonso A, Folsom AR, Ahmed RL, Virnig BA, Warshaw EM, 
et al. Association between psoriasis and incident cancer: the Iowa’s 
Women’s Health Study. Cancer Causes Control. 2011;22(7):1003–10.

 38. Brauchli YB, Jick SS, Miret M, Meier CR. Psoriasis and risk of incident 
cancer: an inception cohort study with a nested case-control analysis. J 
Invest Dermatol. 2009;129(11):2604–12.

https://www.ebi.ac.uk/gwas/studies/GCST004346
https://www.ebi.ac.uk/gwas/studies/GCST004346
https://gwas.mrcieu.ac.uk/datasets/finn-b-L12_PSORIASIS/
https://gwas.mrcieu.ac.uk/datasets/finn-b-L12_PSORIASIS/
https://gwas.mrcieu.ac.uk/datasets/ieu-a-965/
https://gwas.mrcieu.ac.uk/datasets/ieu-a-966/
https://gwas.mrcieu.ac.uk/datasets/ieu-a-966/
https://gwas.mrcieu.ac.uk/datasets/ieu-a-967/


Page 9 of 9Wang et al. BMC Pulmonary Medicine            (2023) 23:4  

•
 
fast, convenient online submission

 •
  

thorough peer review by experienced researchers in your field

• 
 
rapid publication on acceptance

• 
 
support for research data, including large and complex data types

•
  

gold Open Access which fosters wider collaboration and increased citations 

 
maximum visibility for your research: over 100M website views per year •

  At BMC, research is always in progress.

Learn more biomedcentral.com/submissions

Ready to submit your researchReady to submit your research  ?  Choose BMC and benefit from: ?  Choose BMC and benefit from: 

 39. Li WQ, Han J, Cho E, Wu S, Dai H, Weinstock MA, et al. Personal history of 
psoriasis and risk of incident cancer among women: a population-based 
cohort study. Br J Dermatol. 2016;174(5):1108–11.

 40. Hannuksela-Svahn A, Pukkala E, Läärä E, Poikolainen K, Karvonen J. 
Psoriasis, its treatment, and cancer in a cohort of Finnish patients. J Invest 
Dermatol. 2000;114(3):587–90.

 41. Bagnardi V, Rota M, Botteri E, Tramacere I, Islami F, Fedirko V, et al. Alcohol 
consumption and site-specific cancer risk: a comprehensive dose-
response meta-analysis. Br J Cancer. 2015;112(3):580–93.

 42. Kim J, Hyun HJ, Choi EA, Yoo JW, Lee S, Jeong N, et al. Diabetes, Met-
formin, and lung cancer: retrospective study of the Korean NHIS-HEALS 
database. Clin Lung Cancer. 2020;21(6):e551–9.

 43. Armstrong AW, Harskamp CT, Dhillon JS, Armstrong EJ. Psoriasis 
and smoking: a systematic review and meta-analysis. Br J Dermatol. 
2014;170(2):304–14.

 44. Lønnberg AS, Skov L, Skytthe A, Kyvik KO, Pedersen OB, Thomsen SF. Asso-
ciation of psoriasis with the risk for type 2 diabetes mellitus and obesity. 
JAMA Dermatol. 2016;152(7):761–7.

 45. Ferreira N, Mesquita I, Baltazar F, Silvestre R, Granja S. IL-17A and IL-17F 
orchestrate macrophages to promote lung cancer. Cell Oncol Dordr. 
2020;43(4):643–54.

 46. Liu Y, Gao Y, Lin T. Expression of interleukin-1 (IL-1), IL-6, and tumor 
necrosis factor-α (TNF-α) in non-small cell lung cancer and its relation-
ship with the occurrence and prognosis of cancer pain. Ann Palliat Med. 
2021;10(12):12759–66.

 47. Loft ND, Vaengebjerg S, Skov L. Cancer risk in patients with psoria-
sis: should we be paying more attention? Expert Rev Clin Immunol. 
2020;16(5):479–92.

 48. Carlisle JW, Steuer CE, Owonikoko TK, Saba NF. An update on the 
immune landscape in lung and head and neck cancers. CA Cancer J Clin. 
2020;70(6):505–17.

 49. Taylor AE, Jones HJ, Sallis H, Euesden J, Stergiakouli E, Davies NM, et al. 
Exploring the association of genetic factors with participation in the 
Avon Longitudinal Study of Parents and Children. Int J Epidemiol. 
2018;47(4):1207–16.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.


	Association between psoriasis and lung cancer: two-sample Mendelian randomization analyses
	Abstract 
	Background 
	Methods 
	Results 
	Conclusion 

	Background
	Methods
	Study design
	Psoriasis GWAS
	Lung cancer GWAS
	Selection of instrumental tools
	Mendelian randomization analysis

	Results
	Instrumental variables
	Association between psoriasis and lung cancer

	Discussion
	Conclusion
	Acknowledgements
	References


