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Background: Postherpetic neuralgia (PHN) is a common and often debilitating complication of herpes zoster (HZ), particularly
among older adults and immunocompromised individuals. Characterized by persistent neuropathic pain, PHN is associated with
substantial impairment in quality of life and increased healthcare burden. Early identification of patients at high risk for PHN remains
challenging in clinical practice.

Methods: This retrospective cohort study included 516 patients with acute HZ from the Affiliated Hospital of Guizhou Medical
University between October 2018 and September 2021. Patients were randomly divided into a development cohort (n=362) and an
internal validation cohort (n=154), while an independent external validation cohort (n=200) was obtained from another tertiary center.
Candidate variables were evaluated using univariable analysis and multivariable logistic regression with backward stepwise selection.
A nomogram was developed based on the final model. Model performance was assessed using AUC, calibration plots with
Spiegelhalter’s Z-test, DCA, and CIC.

Results: PHN occurred in 28.7% of patients in the development cohort. Five predictors were retained in the final model. The
nomogram demonstrated acceptable discrimination, with AUCs of 0.758 (95% CI: 0.701-0.815) and 0.746 (95% CI: 0.652-0.841) in
the development and external validation cohorts, respectively. Calibration analysis demonstrated satisfactory agreement between
predicted and observed outcomes (p=0.761 and p=0.933, respectively). DCA demonstrated a net clinical benefit across threshold
probabilities ranging from 18% to 80%, while CIC analysis demonstrated reasonable agreement between predicted high-risk
individuals and observed PHN cases across clinically relevant threshold probabilities.

Conclusion: A nomogram for predicting PHN risk was developed and externally validated using readily available clinical variables.
The model demonstrated acceptable discrimination, satisfactory calibration, and potential clinical utility, which may support early risk
stratification in patients with HZ.
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Introduction

Postherpetic neuralgia (PHN), the most common and functionally debilitating complication of herpes zoster (HZ), is
characterized by persistent neuropathic pain after resolution of the acute rash.'” After primary infection (varicella), VZV
establishes lifelong latency in sensory ganglia, particularly dorsal root ganglia. Declining cell-mediated immunity due to
aging, stress, or immunosuppression can trigger viral reactivation, leading to HZ and potentially PHN. Clinically, PHN is
commonly defined as pain persisting beyond 90 days after rash onset.> Epidemiological studies indicate that approxi-
mately 10-30% of patients with HZ develop PHN, with incidence increasing substantially with age, reaching up to 50%
in individuals aged >60 years and exceeding 70% in those aged >70 years.* This demographic trend is of growing
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concern in the context of global population aging. PHN is frequently associated with refractory sleep disturbances,
anxiety, depression, and social isolation, resulting in markedly impaired health-related quality of life (HRQoL), increased
healthcare utilization, and substantial economic burden.’

Despite advances in antiviral and analgesic therapies, PHN often remains difficult to manage once established, high-
lighting the importance of early risk identification and preventive intervention.®’ Several risk factors, including advanced age,
severe acute pain, and rash characteristics, have been consistently associated with PHN development.®® Various prediction
models for PHN risk assessment have recently been reported, including nomogram-based and machine learning—based
approaches.'® "> However, many existing models were developed using single-center retrospective datasets, lacked indepen-
dent external validation, or relied on variables that are not routinely available in clinical practice."* In contrast, the present
study incorporated readily obtainable clinical and laboratory variables and further evaluated model performance in an
independent external validation cohort, thereby improving its potential generalizability and clinical applicability.'*'>

Nomograms have emerged as practical tools for individualized risk prediction by translating multivariable statistical
models into intuitive graphical interfaces that facilitate clinical decision-making. Compared with traditional regression
equations or complex machine learning approaches, nomograms may offer advantages in interpretability and ease of
application, particularly in primary care and resource-limited settings where specialized computational tools are less
accessible.'® Therefore, developing a practical and externally validated prediction model based on routinely available
clinical variables may help improve early risk stratification in patients with HZ.

This study aimed to develop and externally validate a nomogram for individualized prediction of PHN risk using
readily obtainable clinical and laboratory variables. The model incorporated predictors identified through a structured
variable selection process, including age, HZ clinical classification, acute-phase pain intensity, monocyte count, and
history of malignant tumor. Model performance was evaluated in terms of discrimination, calibration, and clinical utility
using both internal and external validation strategies.

Materials and Methods

Study Population and Data Collection
Patients diagnosed with acute HZ were retrospectively screened from the electronic medical records of the Affiliated
Hospital of Guizhou Medical University between October 1, 2018, and September 30, 2021. Cases were identified using
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the keywords “shingles,” “zoster,” and “herpes zoster.” Among 615 initially screened patients, 516 were included in the
final analysis after applying the predefined eligibility criteria (Figure 1). The majority of excluded patients were lost to
follow-up before the 3-month assessment and therefore could not be reliably evaluated for PHN outcomes. Patients were
randomly divided into a development cohort and an internal validation cohort at a 7:3 ratio. For external validation, an
independent cohort of 200 patients with HZ was retrospectively enrolled from the Department of Dermatology at the
People’s Hospital of Qiannan Prefecture between March 1, 2020, and September 1, 2021.

The inclusion criteria were: (1) a primary hospital discharge diagnosis of HZ; (2) availability of documented pain
assessment at baseline and at the 3-month follow-up; and (3) complete baseline clinical and laboratory information
required for model development. PHN was defined as neuropathic pain with a Numeric Rating Scale (NRS) score
>3 persisting for at least 3 months after the onset of the acute HZ rash. Exclusion criteria included: (1) incomplete
medical records or loss to follow-up before the 3-month assessment; (2) pre-existing chronic pain conditions; and (3)
severe cognitive impairment that could compromise the reliability of pain assessments. Patients with missing baseline
clinical variables, laboratory data, or unavailable follow-up assessments were excluded before model development.
Therefore, a complete-case analysis was performed without multiple imputation.

The following clinicopathological variables were extracted from the medical records: demographic characteristics
(age, gender); clinical presentation (acute-phase NRS-11 score and HZ clinical classification, including abortive,
common, bullous, hemorrhagic, or generalized forms); and comorbidities (respiratory diseases, coronary heart disease,
steatotic liver disease, chronic kidney disease, thyroid disease, diabetes, malignant tumor, HIV). These comorbidities
were selected a priori based on previously reported associations with HZ severity or PHN risk, such as malignancy-
related immunosuppression, chronic inflammatory conditions, and metabolic disorders. Additional variables included
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Figure | Flowchart of patient selection, cohort allocation, nomogram development, and validation.

lifestyle factors (smoking history, alcohol history), specific treatments (systemic corticosteroid therapy), and laboratory
parameters (leukocyte [WBC], lymphocyte [LYMPH], neutrophil [NEUT], and monocyte [MONO] counts). Laboratory
parameters were obtained from peripheral blood samples collected during the acute phase of HZ at the time of initial
hospital evaluation before initiation of systemic treatment. Pain intensity was rated by patients on the 11-point NRS,
where 0 indicates no pain, 1-3 mild pain, 4-6 moderate pain, and 7-10 severe pain. HZ clinical classification was
determined according to the predominant cutaneous manifestations documented in the medical records. Bullous and
hemorrhagic forms were considered indicative of more severe local inflammatory involvement, whereas generalized HZ
referred to disseminated cutaneous lesions extending beyond the primary dermatomal distribution. Abortive HZ referred
to zoster-associated pain with absent or minimal cutaneous eruption, whereas common HZ referred to the typical
vesicular eruption confined to a dermatomal distribution.

This study was approved by the Ethics Committee of the Affiliated Hospital of Guizhou Medical University
(Approval No. 202667), which served as the primary study center. The external validation cohort consisted of retro-
spectively collected, fully anonymized data without identifiable personal information. The requirement for written
informed consent was waived due to the retrospective nature of the study. All procedures were conducted in accordance

with the Declaration of Helsinki.
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Statistical Analysis

Continuous variables are presented as mean =+ standard deviation or median (interquartile range), as appropriate, and were
compared using the Student’s #-test or Mann—Whitney U-test. Categorical variables are expressed as numbers (percentages)
and were compared using the Chi-square test or Fisher’s exact test, as appropriate.

A backward stepwise selection approach was applied to derive a parsimonious multivariable model. Based on the final
multivariable model, a nomogram was developed for individualized PHN risk prediction. Model performance was evaluated
in terms of discrimination, calibration, and clinical utility. Discrimination was assessed using the area under the receiver
operating characteristic curve (AUC). Calibration was evaluated using calibration plots and Spiegelhalter’s Z-test. Clinical
utility was assessed using decision curve analysis (DCA) and clinical impact curve (CIC) analysis. Internal validation was
performed using bootstrap resampling with 1,000 iterations to estimate optimism-corrected model performance.

All statistical analyses were performed using R software (version 4.3.2). A two-tailed p-value <0.05 was considered
statistically significant, except for candidate variable selection, where a threshold of p<0.1 in univariate analysis was
applied. The conventional two-sided significance level of 0.05 was adopted to balance Type I and Type 1II error rates, as
a more stringent threshold (eg, 0.01) could increase the risk of failing to identify potentially relevant predictors given the
sample size. This approach is consistent with standard practice in clinical prediction model research.

Results

Baseline Characteristics

After screening 615 patients, 516 met the eligibility criteria and were included in the final analysis (Figure 1). Among the
included patients, 148 (28.7%) developed PHN. The baseline characteristics of the study population stratified by PHN
status are summarized in Table 1. All patients had received antiviral therapy before the baseline assessment.

Table | Baseline Characteristics of the Study Population Stratified by Postherpetic Neuralgia Status

Variables Overall Non-PHN Group (n = 368) | PHN Group (n = 148) | P value
Age, Median (Q1,Q3) 63 (50, 73) 6l (47, 72) 66 (57.75, 73) < 0.001
Gender 0.589
Men 245 (47.48) 178 (48.37) 67 (45.27)
Women 271 (52.52) 190 (51.63) 81 (54.73)
Types of HZ 0.015
Abortive 51 (9.88) 44 (11.96) 7 (4.73)
Common 366 (70.93) 256 (69.57) 110 (74.32)
Bullous 47 (9.11) 28 (7.61) 19 (12.84)
Blood blisters 42 (8.14) 34 (9.24) 8 (5.41)
Extensive 10 (1.94) 6 (1.63) 4 (2.7)
Diabetes, n (%) 0.997
No 44| (85.47) 314 (85.33) 127 (85.81)
Yes 75 (14.53) 54 (14.67) 21 (14.19)
Chronic lung disease, n (%) 0.18
No 478 (92.64) 345 (93.75) 133 (89.86)
Yes 38 (7.36) 23 (6.25) 15 (10.14)
Thyroid disease, n (%) 0.042
No 486 (94.19) 352 (95.65) 134 (90.54)
Yes 30 (5.81) 16 (4.35) 14 (9.46)
Cardiovascular disease, n (%) 0.963
No 459 (88.95) 328 (89.13) 131 (88.51)
Yes 57 (11.05) 40 (10.87) 17 (11.49)
Steatotic liver disease, n (%) 0.598
No 445 (86.24) 315 (85.6) 130 (87.84)
Yes 71 (13.76) 53 (14.4) 18 (12.16)
(Continued)
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Table | (Continued).

Variables Overall Non-PHN Group (n = 368) | PHN Group (n = 148) | P value
Chronic kidney disease, n (%) 0617
No 487 (94.38) 349 (94.84) 138 (93.24)
Yes 29 (5.62) 19 (5.16) 10 (6.76)
Malignant tumor, n (%) 0.087
No 500 (96.9) 360 (97.83) 140 (94.59)
Yes 16 (3.1) 8 (2.17) 8 (5.41)
HIV, n (%) 0.695
No 508 (98.45) 363 (98.64) 145 (97.97)
Yes 8 (1.55) 5(1.36) 3 (2.03)
Acute phase NRS-11 Score < 0.001
0 point 8 (1.55) 7(1.9) | (0.68)
I~3 points (mild) 158 (30.62) 141 (38.32) 17 (11.49)
4~6points (moderate) 197 (38.18) 149 (40.49) 48 (32.43)
2 7 points (severe) 153 (29.65) 71 (19.29) 82 (55.41)
Smoking history, n (%) |
No 424 (82.17) 302 (82.07) 122 (82.43)
Yes 92 (17.83) 66 (17.93) 26 (17.57)
Drinking history, n (%) 0.996
No 434 (84.11) 309 (83.97) 125 (84.46)
Yes 82 (15.89) 59 (16.03) 23 (15.54)
Hormone therapy 0.547
No 350 (67.83) 253 (68.75) 97 (65.54)
Yes 166 (32.17) 115 (31.25) 51 (34.46)
WBC, Median (Q1,Q3) 5.56 (4.51, 6.97) | 5.56 (4.58, 6.81) 5.5 (4.35,7.18) 0.927
NEUT, Median (Q1,Q3) 3.2 (245, 4.43) 3.16 (2.45, 4.38) 3.35 (245, 4.61) 0.437
LYMPH, Median (QI,Q3) 1.51 (1.12, 1.96) | 1.52 (.15, 2.06) 1.42 (1, 1.83) 0.025
MONO, Median (Q1,Q3) 0.52 (0.4, 0.66) | 0.51 (0.39, 0.64) 0.53 (0.44, 0.69) 0.026

Identification of Independent Predictors and Nomogram Construction

Univariate logistic regression analysis identified several variables associated with PHN risk. Variables with p<0.1 in the
univariate analysis were subsequently entered into the multivariable logistic regression model. Using a backward
stepwise selection approach, five variables were retained in the final model: age, HZ clinical classification, higher acute-
phase NRS score, elevated absolute monocyte count (the normal reference range for peripheral blood monocyte count in
our institution is 0.1-0.6 x10%/L), and history of malignant tumor (Table 2). A nomogram was subsequently developed
based on the final multivariable model for individualized PHN risk prediction (Figure 2).

Table 2 Univariate and Multivariable Logistic Regression Analyses for Predictors of Postherpetic Neuralgia

Variables Univariate Analysis OR (95% CI) | P value | Multivariate Analysis OR (95% CI) | P value
Age 1.02 (1.01-1.04) <0.001 1.015(0.999~1.032) 0.07
Gender 1.13 (0.77-1.66) 0.524
Types of HZ 4.27 (1.59-11.45) 0.004 2.764(0.716~10.508) 0.132
Diabetes 0.96 (0.56—1.66) 0.888
Chronic lung disease 1.69 (0.86-3.34) 0.13
Thyroid disease 2.30 (1.09-4.84) 0.028
Cardiovascular disease 1.06 (0.58-1.94) 0.84
Steatotic liver disease 0.82 (0.46—1.46) 0.505

(Continued)
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Table 2 (Continued).

Variables Univariate Analysis OR (95% CI) | P value | Multivariate Analysis OR (95% CI) | P value
Chronic kidney disease 1.33 (0.60-2.93) 0.478

Malignant tumor 2.57 (0.95-6.98) 0.064 1.716(0.401~7.361) 0.458
HIV 1.50 (0.35-6.37) 0.581

Acute phase NRS-11 Score | 8.08 (0.97-67.30) 0.053 4.301(1.189~32.045) 0.055
Smoking history 0.98 (0.59-1.61) 0.921

Drinking history 0.96 (0.57-1.63) 0.89

Hormone therapy 1.16 (0.77—-1.73) 0.48

WBC 1.01 (0.91-1.12) 0.892

NEUT 1.06 (0.94-1.19) 0.324

LYMPH 0.70 (0.52-0.94) 0.019

MONO 3.09 (1.29-7.41) 0.011 2.57(0.815~8.223) 0.107

Model Performance in the Development and Internal Validation Cohorts
The nomogram demonstrated acceptable discrimination in the development cohort, with an AUC of 0.758 (95% CI: 0.701-0.815)
(Figure 3A). Similar discriminative performance was observed in the internal validation cohort (Figure 3B).

Calibration analysis demonstrated satisfactory agreement between predicted and observed probabilities in both the
development and internal validation cohorts. Spiegelhalter’s Z-test showed no significant lack of fit (p=0.761 for the
development cohort), and the calibration plots further supported good calibration performance (Figure 4A and B).

Decision curve analysis demonstrated a positive net clinical benefit across a wide range of clinically relevant
threshold probabilities in both cohorts (Figure SA and B). In addition, clinical impact curve analysis showed reasonable
agreement between predicted high-risk patients and observed PHN cases, supporting the clinical applicability of the
nomogram (Figure 6A and B).

0 10 20 30 40 50 60 70 80 90 100
Points L 1 1 L 1 L L 1 I i J
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Figure 2 Nomogram for predicting the risk of postherpetic neuralgia (PHN). For acute-phase pain intensity (NRS category): 0 = no pain, | = mild pain (NRS 1-3), 2 =
moderate pain (NRS 4-6), and 3 = severe pain (NRS 7-10). For herpes zoster (HZ) clinical classification: 0 = abortive, | = common, 2 = bullous, 3 = hemorrhagic, and 4 =
generalized HZ.
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Figure 4 Calibration curves of the predictive model (A) and internal validation model (B). The diagonal straight line represents the ideal calibration curve, indicating perfect
agreement between the predicted and observed probabilities. The solid line represents the logistic calibration curve of the model, while the dotted line represents the
nonparametric calibration curve. The shaded/rug area along the x-axis indicates the distribution of predicted probabilities among the study samples. A calibration curve
closer to the diagonal straight line suggests better agreement between predicted and actual outcomes.

External Validation

The external validation cohort, comprising 200 patients from an independent center, was used to further assess the
generalizability of the model. The nomogram maintained acceptable discrimination in the external validation cohort, with
an AUC of 0.746 (95% CI: 0.652-0.841) (Figure 7A).

Calibration analysis demonstrated good agreement between predicted and observed outcomes, as indicated by a non-
significant Spiegelhalter’s Z-test result (p=0.933) and the corresponding calibration plot (Figure 7B).

Furthermore, decision curve analysis demonstrated a favorable net clinical benefit across clinically relevant threshold
probabilities (Figure 7C), while clinical impact curve analysis showed reasonable concordance between predicted high-
risk patients and observed PHN cases (Figure 7D), supporting the potential clinical utility of the nomogram in an
independent external population.
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Figure 6 Clinical impact curves of the predictive model (A) and the internal validation model (B). The red lines in (A) and the blue lines in (B) represent the estimated
number of individuals classified as high risk by the corresponding model across different high-risk threshold probabilities. The grey lines represent the estimated number of
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Discussion
In this study, a nomogram for individualized prediction of PHN risk in patients with acute HZ was developed and
externally validated using five readily available clinical variables: age, HZ clinical classification, history of malignant
tumor, acute-phase NRS score, and monocyte count. The model demonstrated acceptable discrimination, satisfactory
calibration, and potential clinical utility in both the development and external validation cohorts, suggesting its potential
utility for early risk stratification in clinical practice. Furthermore, the identified predictors are generally consistent with
previously reported clinical risk factors for PHN and support the relevance of inflammatory and host-related factors in
PHN development.

Among the identified predictors, advanced age emerged as an important factor associated with PHN risk. This finding
is consistent with previous studies and may be partially explained by age-related alterations in immune function,
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Figure 7 Performance of the nomogram in the external validation cohort. (A) Receiver operating characteristic (ROC) curve showing the discriminative ability of the
nomogram. The blue curve represents the ROC curve of the model, and the diagonal grey line represents the reference line for no discriminative ability. The area under the
curve (AUC) was 0.746. (B) Calibration curve showing the agreement between predicted and observed PHN probabilities. The diagonal straight line represents the ideal
calibration curve, indicating perfect agreement between predicted and observed probabilities. The solid calibration line represents the model-based logistic calibration curve,
while the dotted line represents the nonparametric calibration curve. The rug marks along the x-axis indicate the distribution of predicted probabilities. Spiegelhalter’s Z-test
showed good calibration performance (P=0.933). (C) Decision curve analysis (DCA) evaluating the clinical utility of the nomogram. The blue curve represents the net
benefit of the nomogram across different high-risk threshold probabilities. The curved grey line labeled “All” represents the net benefit when all individuals are assumed to
be high risk and receive intervention, whereas the horizontal black line labeled “None” represents the net benefit when no individuals receive intervention. (D) Clinical
impact curve (CIC) assessing the clinical applicability of the nomogram. The solid blue line represents the number of individuals classified as high risk by the model at each
threshold probability, and the grey dashed line represents the number of high-risk individuals who actually experienced PHN events. The x-axis shows the high-risk threshold
probability, with the corresponding cost—benefit ratio shown below.

commonly referred to as immunosenescence.'”"'® Declining virus-specific cellular immunity in older individuals may
impair control of varicella-zoster virus reactivation, thereby contributing to more extensive neural inflammation and
delayed recovery following acute HZ."” In addition, aging has been associated with impaired neuronal repair capacity
and a chronic low-grade inflammatory state, both of which may contribute to persistent neuropathic pain.?’*" Therefore,
age may represent not only a demographic characteristic but also a clinically relevant surrogate marker of impaired
antiviral immunity and reduced neural recovery capacity.

This analysis also identified HZ clinical classification as an independent predictor of PHN. Patients presenting with
more severe cutaneous manifestations, including bullous, hemorrhagic, or generalized forms of HZ, tended to have
a higher risk of developing PHN. These severe clinical phenotypes may reflect more extensive viral involvement and
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a heightened inflammatory response during the acute phase of infection.””** Previous studies have suggested that
inflammatory mediators and tissue injury associated with severe HZ may contribute to peripheral nerve damage and
persistent sensitization.”**> Accordingly, the severity of cutaneous involvement may serve as a clinically accessible
indicator of underlying neural injury and inflammatory burden.

A history of malignant tumor was also independently associated with PHN risk in our cohort. This association may be
related to the immunosuppressive effects of malignancy itself or anticancer treatments such as chemotherapy, which can
impair antiviral immune responses and delay tissue recovery.’ Patients with malignancy may therefore be more
susceptible to prolonged neural inflammation and persistent neuropathic pain following HZ.

Acute-phase pain intensity, assessed using the NRS, was another important predictor in the present model. Severe
acute pain has consistently been associated with subsequent PHN development in previous studies.’*° Intense nocicep-
tive stimulation during the acute phase of HZ may contribute to peripheral and central sensitization, thereby increasing
the likelihood of persistent pain after rash resolution.”” *° From a clinical perspective, this finding further supports the
importance of adequate early pain management in patients with acute HZ, particularly among individuals presenting with
severe pain at baseline.

Therefore, elevated peripheral monocyte counts may reflect an enhanced systemic inflammatory response associated
with increased susceptibility to persistent neuropathic pain.*!'* Monocytes are important mediators of innate immune
activation and may contribute to neuroinflammatory signaling through the release of pro-inflammatory cytokines,
including TNF-a, IL-1pB, and IL-6.*" Previous studies have also reported associations between alterations in monocyte
subsets and chronic pain conditions.*” In addition, monocytes may differentiate into tissue macrophages that participate
in the maintenance of neuroinflammatory responses during chronic neuropathic pain states.>?

Although the precise biological mechanisms underlying these associations remain unclear, peripheral monocyte count
may represent a simple and accessible biomarker for PHN risk assessment.

The nomogram developed in this study integrates these clinical and laboratory variables into an intuitive tool for
individualized PHN risk prediction. The model demonstrated acceptable discrimination and satisfactory calibration in
both the development and external validation cohorts. In addition, DCA suggested potential clinical utility across a range
of clinically relevant threshold probabilities, indicating that the model may assist clinicians in identifying patients at
elevated risk for PHN who may benefit from closer monitoring or early preventive management. Because all included
predictors are routinely available in standard clinical practice, the nomogram may be feasible for implementation across
a variety of clinical settings. Similarly, the CIC findings demonstrated reasonable concordance between predicted high-
risk individuals and observed PHN cases, further supporting the potential clinical applicability of the nomogram.

Limitations

Several limitations of this study should be acknowledged. First, this was a retrospective study and may therefore be
subject to selection bias and residual confounding. Second, the study population consisted primarily of hospitalized
patients from two centers in China, which may limit the generalizability of the findings to other populations or outpatient
settings. Third, although external validation was performed, further prospective multicenter validation is still required
before broader clinical application. In addition, variable selection was performed using a backward stepwise approach,
which may introduce model instability. Finally, dynamic inflammatory biomarkers and longitudinal immune parameters
were not evaluated in the present study, and the biological mechanisms underlying the observed associations warrant
further investigation.

Conclusion

A nomogram for individualized prediction of PHN risk in patients with acute HZ was developed and externally validated
using readily available clinical and laboratory variables. The model demonstrated acceptable discrimination, satisfactory
calibration, and potential clinical utility. More severe HZ clinical phenotypes, including bullous, hemorrhagic, and
generalized forms, were associated with an increased risk of PHN and may serve as readily identifiable clinical indicators
for early risk assessment. This nomogram may serve as a practical tool for early risk stratification and individualized
management in patients with HZ. Further prospective multicenter studies are warranted to validate its clinical applicability.
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