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Abstract  1 

Background: 2 

Atopic dermatitis is a chronic inflammatory skin disorder characterized by recurrent flares 3 

and heterogeneous clinical courses. Conventional management primarily focuses on 4 

immunosuppressive or symptom-oriented interventions, which may provide short-term 5 

control but are often associated with relapse after treatment discontinuation. Alternative 6 

therapeutic frameworks that emphasize long-term recovery processes remain insufficiently 7 

explored. 8 

Objective: 9 

This study aimed to evaluate the clinical outcomes and recovery patterns observed during 10 

treatment with the saehim system, a structured six-stage, non-suppressive therapeutic 11 

framework applied in routine clinical practice, and to describe its sequential recovery 12 

characteristics in patients with atopic dermatitis. 13 

Methods: 14 

A prospective observational case-series study was conducted involving 35 patients with 15 

atopic dermatitis, with follow-up periods ranging from 6 to 34 months. All patients received 16 

oral monotherapy with saehim (SRM1), without the use of topical agents, corticosteroids, 17 

immunosuppressants, biologics, or adjunctive dermatologic treatments. Clinical outcomes 18 

were assessed using longitudinal time-series clinical photographs, the Scoring Atopic 19 

Dermatitis (SCORAD) index, and patient-reported symptom assessments. 20 

Results: 21 

Across the study cohort, a reproducible staged recovery pattern was observed, progressing 22 

from stabilization of acute inflammation to keratin formation and desquamation, followed by 23 

restoration of normal skin architecture. These sequential recovery patterns were consistently 24 

observed across different age groups, anatomical regions, and baseline disease severities. 25 

Sustained clinical remission was maintained during the follow-up period, including among 26 

pediatric patients with presumed genetic susceptibility. 27 

Conclusion: 28 

In this observational case series, treatment with the saehim system was associated with 29 

reproducible, staged recovery patterns and sustained clinical stabilization without reliance on 30 

immunosuppressive therapy. These findings suggest that a physiology-oriented, non-31 

suppressive therapeutic framework may offer a clinically relevant complementary approach 32 

for the long-term management of atopic dermatitis, warranting further controlled 33 

investigations. 34 

 35 

 36 

 37 
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Clinical Study of Atopic Dermatitis Using the saehim system 38 

Ⅰ. Introduction 39 

Atopic dermatitis (AD) is a chronic, relapsing inflammatory skin disease that commonly 40 

develops during infancy or early childhood and frequently persists or recurs into adulthood. It 41 

is characterized by intense pruritus and recurrent inflammatory responses and is often 42 

accompanied by impaired skin barrier function, sleep disturbance, emotional stress, and 43 

limitations in daily activities. Collectively, these factors exert substantial long-term negative 44 

effects on patients’ quality of life [1, 2]. 45 

Epidemiological studies report that approximately 11.1% of children and adolescents and 46 

6.3% of adults worldwide are affected by atopic dermatitis, with relatively higher prevalence 47 

observed in Asian populations [3, 4, 12]. In recent decades, the incidence of atopic dermatitis 48 

has increased not only in industrialized countries but also in developing regions, leading to its 49 

recognition as a global public health concern rather than a region-specific disease [5]. 50 

Current standard treatments for atopic dermatitis are primarily based on suppression of 51 

inflammation and symptoms through topical corticosteroids, immunosuppressants, 52 

antihistamines, and moisturizers [6, 7]. Although these approaches are effective in controlling 53 

acute symptoms, relapse following treatment discontinuation is common, and long-term 54 

modification of disease course is rarely achieved. Moreover, prolonged or repeated use has 55 

been associated with adverse effects, including skin atrophy, immune dysregulation, growth 56 

impairment, and increased risk of antimicrobial resistance [8, 9]. 57 

As atopic dermatitis is increasingly recognized as a systemic inflammatory disorder involving 58 

complex interactions among immune regulation, skin barrier integrity, neuroendocrine 59 



- 3 - 

 

responses, and environmental factors, the limitations of symptom-centered suppressive 60 

treatment strategies have become more apparent [10]. This evolving understanding highlights 61 

the need for therapeutic approaches that address not only short-term symptom control but 62 

also the underlying recovery processes and long-term disease behavior. 63 

In parallel, growing attention has been directed toward integrative and physiology-oriented 64 

medical approaches, including traditional Korean medicine–based therapies and natural 65 

product–derived formulations, which have demonstrated potential benefits in immune 66 

modulation and symptom alleviation. However, most published studies have focused on 67 

short-term clinical improvement, and systematic investigations examining whether recovery 68 

follows a reproducible and structurally consistent trajectory at the whole-body level remain 69 

limited [11]. 70 

To address these gaps, the present study clinically applied the saehim system, a structured 71 

therapeutic framework that conceptualizes recovery as a sequential process involving 72 

stabilization of inflammation, separation and emission of pathological tissue, and restoration 73 

of normal tissue architecture. The saehim system is organized into six stages: disease 74 

blocking and reduction, natural antibiotic response, disease emission, tissue regeneration and 75 

restoration, natural healing, and disease prevention. Unlike conventional approaches centered 76 

on symptom suppression, this framework emphasizes clinically observable recovery 77 

processes occurring during treatment. 78 

This study is further informed by the Three-Axis Emission Theory, which provides a 79 

structural model for interpreting disease expression and recovery along three dimensions: 80 

depth, thickness, and width. This framework offers a means to describe regional and 81 
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generalized healing patterns observed during clinical follow-up without reliance on localized 82 

symptom assessment alone. 83 

In the present investigation, treatment was conducted within the saehim system framework, 84 

while the actual intervention consisted exclusively of oral administration of saehim (SRM1), 85 

a specific herbal formulation developed within this system. No topical corticosteroids, 86 

immunosuppressants, or moisturizers were used during the treatment period. Despite the 87 

absence of topical or suppressive therapy, patients demonstrated consistent staged recovery 88 

patterns at both regional and generalized levels, characterized by stabilization of 89 

inflammation, staged keratin emission with desquamation, tissue regeneration, and restoration 90 

of normal skin architecture. 91 

Accordingly, the objective of this study was to evaluate whether the disease emission process 92 

observed during saehim system–based treatment represents a reproducible clinical recovery 93 

pathway and to assess the clinical feasibility of a non-suppressive, recovery-oriented 94 

therapeutic approach extending beyond conventional symptom-centered management 95 

strategies for atopic dermatitis. 96 

Ⅱ. Theoretical Background 97 

2.1 Six-Stage Self-Healing Model of the saehim system 98 

The saehim system is a structured therapeutic framework that describes a sequential healing 99 

process observed during clinical treatment, in which pathological tissue undergoes 100 

stabilization, separation, emission, and subsequent regeneration, ultimately leading to 101 

restoration and long-term maintenance of normal tissue architecture. This six-stage model is 102 

interpreted in relation to established physiological processes, including inflammatory 103 
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regulation, wound healing dynamics, immune modulation, and microbial control mechanisms 104 

[13, 17, 18, 24]. 105 

The first stage, Disease Blocking and Reduction, is characterized by stabilization of acute 106 

inflammation and exudative responses, with prevention of further lesion expansion. 107 

The second stage, Natural Antibiotic Response, involves autonomous regulation of 108 

inflammatory activity through immune cell balance and cytokine modulation, occurring 109 

without the use of external antibiotics or corticosteroids [17, 24]. 110 

The third stage, Disease Emission, represents a central phase in which pathological tissue is 111 

progressively separated and eliminated through the skin surface. Clinically, this process is 112 

observed as staged keratinization and desquamation and extends conventional concepts such 113 

as exudation, desquamation, and autolytic debridement into a reproducible recovery 114 

phenomenon [14, 19]. 115 

The fourth stage, Tissue Regeneration and Restoration, involves formation of new tissue in 116 

areas previously affected by disease emission, accompanied by granulation tissue 117 

development and re-epithelialization [18]. 118 

The fifth stage, Natural Healing, is characterized by stabilization of regenerated tissue, 119 

recovery of skin barrier function, and normalization of elasticity and surface integrity. 120 

The sixth stage, Disease Prevention, reflects maintenance of immune tolerance and 121 

physiological balance, with sustained absence of clinical recurrence during long-term follow-122 

up [13, 21–23]. 123 
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These six stages do not represent discrete or isolated events; rather, they form a continuous 124 

and overlapping healing sequence observed across patients and anatomical regions. 125 

Progression through the stages reflects an integrated recovery process involving inflammation 126 

control, tissue emission, regeneration, stabilization, and long-term disease control. 127 

2.2 Three-Axis Emission Theory of the saehim system 128 

2.2.1 Fundamental Principles of Disease Accumulation and Emission 129 

Atopic dermatitis can be interpreted as a systemic inflammatory condition rather than a 130 

purely superficial or localized skin disorder. From a clinical observation perspective, disease 131 

expression and recovery were observed to occur three-dimensionally along the axes of depth, 132 

thickness, and width [14, 19]. As disease severity increased, expansion along all three axes 133 

was observed concurrently; conversely, during clinical recovery, reduction along these axes 134 

occurred in a coordinated manner. 135 

Lesions characterized by greater depth of tissue involvement, increased keratin and 136 

inflammatory thickness, and broader surface extent required a longer duration and a greater 137 

number of emission stages to achieve recovery. In severe lesions accompanied by ulceration, 138 

repeated cycles of tissue emission followed by regeneration were observed during follow-up. 139 

These patterns were consistently associated with gradual restoration toward normal skin 140 

architecture, with minimal residual scarring. 141 

2.2.2 Structural Definition of the Three-Axis Emission Theory 142 

The Three-Axis Emission Theory provides a clinical framework for conceptualizing disease 143 

burden as a three-dimensional structure. 144 
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In this model, depth refers to the level of tissue involvement (epidermis, dermis, and 145 

subcutaneous layers), thickness reflects the degree of inflammatory infiltration and keratin 146 

accumulation, and width represents the spatial extent of lesion distribution. These three axes 147 

function as interdependent components of overall disease burden and were observed to 148 

decrease in parallel during the recovery process. 149 

This framework complements established severity assessment tools, such as the Scoring 150 

Atopic Dermatitis (SCORAD) index and the Eczema Area and Severity Index (EASI), by 151 

offering an interpretive structure for understanding recovery trajectories and prognosis based 152 

on cumulative disease burden rather than isolated symptom severity. 153 

2.2.3 Clinical Significance in Treatment Interpretation 154 

Conventional treatment strategies for atopic dermatitis primarily emphasize suppression of 155 

inflammation and external symptom control. In contrast, the saehim system emphasizes 156 

clinically observable processes involving separation and emission of pathological tissue, 157 

followed by autonomous tissue regeneration and stabilization. 158 

Within this framework, clinical recovery is interpreted as a progressive reduction of disease 159 

burden across three structural dimensions (depth, thickness, and width), ultimately leading to 160 

restoration of normal skin architecture. This perspective provides a practical interpretive 161 

model for understanding scar-minimized recovery patterns observed during long-term follow-162 

up, without reliance on sustained immunosuppressive intervention. 163 

2.3 Clinical Observation of the Shoulder-Belt Pattern 164 
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Atopic dermatitis may be interpreted not only as a localized cutaneous disorder but also as a 165 

condition reflecting systemic interactions involving immune and respiratory pathways. 166 

Anatomically, the neck and shoulder region (hereafter referred to as the shoulder belt) is 167 

continuous with the upper airway and thoracic structures. In this study, this region was 168 

repeatedly observed to function as a transitional zone in the clinical progression and 169 

resolution of skin lesions. 170 

During longitudinal follow-up, certain patients exhibited reproducible patterns in which 171 

lesion spread or recovery appeared to originate from the shoulder-belt region and extend 172 

toward both the upper and lower body [15, 20]. These observations suggest that the 173 

progression and recovery of atopic dermatitis may follow specific bodily axes rather than 174 

occurring in a random or uniformly distributed manner. 175 

In the present manuscript, the shoulder-belt pattern is described as an empirical clinical 176 

observation derived from time-series photographic analysis and longitudinal follow-up. 177 

Hypothesis-driven physiological interpretations and extended theoretical considerations 178 

related to this pattern are provided separately in the Supplementary Materials. 179 

2.4 Comparison with Conventional Therapies 180 

Conventional medical management of atopic dermatitis primarily focuses on suppression of 181 

inflammation and symptomatic control using moisturizers, topical corticosteroids, and 182 

immunosuppressive agents. While these approaches are effective for short-term symptom 183 

relief, relapse and disease chronicity are frequently reported following treatment 184 

discontinuation, and long-term use has been associated with adverse effects such as skin 185 

atrophy and immune dysregulation [16, 18, 21]. 186 
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In contrast, the saehim system applied in this study emphasizes clinically observable recovery 187 

processes involving the separation and emission of pathological tissue, followed by tissue 188 

regeneration and stabilization. During treatment, transient emission-related changes may 189 

occur; however, the intended clinical outcome is restoration of normal skin architecture rather 190 

than sustained symptom suppression. A structured comparison between conventional 191 

suppressive therapies and the saehim system is presented in Table 1. 192 

In the present case series, treatment was conducted exclusively using oral therapy without 193 

concomitant use of topical corticosteroids or moisturizers. During the follow-up period, no 194 

clinical recurrence was observed in the treated cohort. This clinical course contrasts with 195 

commonly reported patterns of symptom suppression followed by relapse and is instead 196 

characterized by a sequential recovery process culminating in sustained normalization. 197 

Table 1. Comparison between conventional suppressive therapy and the saehim 198 

system 199 

Category 
Suppressive therapy (topical corticosteroids, 

immunosuppressants) 
saehim system (disease 

emission–based recovery) 

Mechanism 
of action 

Suppression of inflammation and symptomatic 
control 

Separation and emission of 
pathological tissue with 
subsequent tissue 
regeneration 

Short-term 
effects 

Rapid symptom improvement 
Transient emission-related 
changes may occur 

Long-term 
outcomes 

Frequent relapse and progression to 
chronicity; recurrence rates of 50–80% 
reported in long-term observational studies 
[16, 18, 21–24] 

Restoration of normal skin 
architecture; absence of 
recurrence during follow-up 
in this study 

Adverse 
effects 

Skin atrophy, immune dysregulation, 
antimicrobial resistance risk [18] 

No serious adverse effects 
observed in the present study 

Treatment 
paradigm 

Suppression → temporary remission → 
relapse 

Emission → regeneration → 
stabilization 

Ⅲ. Methods 200 
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Terminology Clarification 201 

In this study, the term saehim system refers to a six-stage therapeutic framework applied in 202 

clinical practice. The actual intervention administered to patients was a specific oral herbal 203 

formulation developed within this framework, referred to as saehim (SRM1, Skin Renewal 204 

Medicine 1). For clarity and reproducibility, the treatment approach is described as saehim 205 

system–based treatment, whereas the administered intervention is specified as oral saehim 206 

(SRM1). 207 

3.1 Study Design 208 

This study was conducted as a prospective observational case-series involving patients with 209 

atopic dermatitis treated using the saehim system. Participants were followed for a minimum 210 

of 6 months and up to a maximum of 34 months. Clinical photographs, physical 211 

examinations, and patient-reported outcomes were collected during regular monthly visits. 212 

Treatment outcomes were analyzed using qualitative and quantitative approaches based on 213 

time-series clinical photographs and validated clinical indices, in accordance with 214 

recommended reporting standards for observational studies [24, 25]. 215 

For clinical evaluation, key process-related concepts, including disease emission, were 216 

operationally defined based on reproducible and observable clinical features, as detailed in 217 

Section 3.4. 218 

Among the total study population (n = 35), two representative cases were predefined as a core 219 

cohort (n = 2) for in-depth longitudinal analysis. Selection criteria for the core cohort 220 

included: (1) long-term follow-up (≥12 months), (2) high treatment adherence (≥90%), and 221 

(3) completeness of time-series clinical photographic documentation. The core cohort 222 
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comprised one patient with localized atopic dermatitis and one patient with generalized atopic 223 

dermatitis. These cases were used to illustrate detailed temporal recovery trajectories and 224 

disease emission patterns, while analyses of overall clinical outcomes, reproducibility, and 225 

safety were performed using the full cohort. 226 

The full cohort consisted of 35 individual patients, including two representative cases 227 

described in the main manuscript, 32 site-specific cases presented in the Supplementary 228 

Materials (S1–S32), and two generalized atopic dermatitis cases (Q-series and Z-series), each 229 

representing a single individual patient followed longitudinally without duplication. 230 

The primary endpoint was achievement of complete clinical remission, determined through 231 

standardized review of time-series clinical photographs and clinical assessment. Secondary 232 

endpoints included: (1) changes in the Scoring Atopic Dermatitis (SCORAD) index, (2) 233 

patient-reported outcomes (PROs) related to pruritus, sleep quality, and quality of life, (3) 234 

recurrence during follow-up, and (4) safety evaluation. To enhance objectivity and 235 

reproducibility, time-series clinical photographs were assessed using predefined criteria and 236 

independently reviewed by two evaluators, as recommended for observational clinical 237 

research [24]. 238 

3.2 Participants 239 

This study enrolled pediatric and adult patients diagnosed with atopic dermatitis who 240 

exhibited a recurrent or chronic disease course for at least 6 months. Written informed 241 

consent was obtained from all participants or their legal guardians prior to enrollment. 242 

Patients who had used systemic or topical corticosteroids, immunosuppressants, or biologic 243 



- 12 - 

 

agents within the preceding 3 months, as well as those with significant underlying medical 244 

conditions, were excluded [6]. 245 

A total of 35 patients were included in the analysis. The entire cohort was evaluated for 246 

clinical outcomes following saehim system–based treatment. Among these, two patients 247 

meeting predefined criteria for high adherence (≥90%), long-term follow-up (≥12 months), 248 

and complete time-series photographic documentation were designated as the core cohort. 249 

These cases were analyzed in detail to assess reproducibility of the six-stage recovery process 250 

and the Three-Axis Emission Theory (depth, thickness, and width). 251 

Regional clinical characteristics, treatment duration, lesion distribution, and stage-wise 252 

recovery summaries for the full cohort (n = 35) are summarized in Supplementary Tables S1–253 

S32, as provided in the Supplementary Materials. Detailed time-series analyses and whole-254 

body recovery patterns of generalized atopic dermatitis cases are presented in the 255 

Supplementary Figures (Q- and Z-series) and Supplementary Results. 256 

3.3 Treatment Protocol 257 

Treatment was administered as oral monotherapy using saehim (SRM1, Skin Renewal 258 

Medicine 1), a standardized oral formulation developed within the saehim system framework. 259 

Details regarding the principal herbal components and formulation are provided in the 260 

Supplementary Materials (Supplementary Table S34). 261 

saehim (SRM1) was administered orally at a dose of 4–5 g per administration, once or twice 262 

daily after meals, according to patient age and body weight. This dosage range was supported 263 

by preclinical toxicity studies and international verification data (Supplementary Table S33). 264 
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The minimum treatment duration was 6 months, while patients with generalized atopic 265 

dermatitis were treated for up to 34 months, depending on clinical course. 266 

During treatment, clinical recovery was evaluated in relation to disease emission, defined as 267 

the sequential separation and elimination of pathological tissue through the skin during 268 

recovery. Keratin emission was recorded as an observable clinical manifestation of this 269 

process and was characterized by staged keratin formation followed by desquamation. 270 

Throughout the study period, no topical corticosteroids, topical immunomodulators, systemic 271 

immunosuppressants, antibiotics, or moisturizers were used at any point. 272 

3.4 Observation and Evaluation Methods  273 

Key lesion sites were documented using time-series clinical photographs captured under 274 

standardized conditions. The healing process was prospectively monitored using a predefined 275 

operational framework describing sequential changes from acute inflammation to plate-like 276 

keratin formation, intermediate keratin, light keratin, and ultimately restoration of normal 277 

skin architecture. 278 

In this study, disease emission was operationally defined as a clinically observable recovery 279 

process characterized by the sequential separation and external elimination of pathological 280 

tissue through the skin. Identification was based on reproducible visual and temporal features, 281 

including exudation, staged keratin formation, desquamation, and autolytic debridement, as 282 

documented in time-series clinical photographs. Disease emission was evaluated strictly as a 283 

descriptive clinical phenomenon rather than as a mechanistic or causal assumption, in order 284 

to ensure consistent identification across patients and anatomical sites. 285 
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Recovery outcomes were assessed using predefined criteria, including: (1) restoration of 286 

normal skin architecture; (2) persistence or resolution of pigmentation changes or scarring; 287 

and (3) clinical recurrence during a minimum follow-up period of 6 months after completion 288 

of treatment. Recurrent and convergent healing patterns observed across different anatomical 289 

regions and among patients were analyzed to evaluate the reproducibility of disease 290 

emission–based recovery under saehim system–based treatment. 291 

A conceptual summary of the six-stage saehim system framework, including disease 292 

emission–based recovery and subsequent stabilization processes, is provided in 293 

Supplementary Table S35. 294 

3.5 Ethical Considerations  295 

This study was conducted in accordance with the ethical principles of the Declaration of 296 

Helsinki. As an observational study performed within the scope of routine clinical practice 297 

under the Korean Medical Service Act, involving no additional interventions or foreseeable 298 

risks beyond standard care, the study met criteria for exemption from Institutional Review 299 

Board (IRB) review under applicable national regulations. 300 

All participants were fully informed about the study objectives and the academic use of 301 

clinical data. Written informed consent was obtained from all adult participants and from 302 

legal guardians of pediatric patients. All clinical data and photographic materials were 303 

thoroughly de-identified prior to analysis. The study complied with the Personal Information 304 

Protection Act (PIPA) of the Republic of Korea and ICMJE recommendations. 305 

Documentation supporting informed consent procedures and ethical compliance is provided 306 

in the Supplementary Materials (Supplementary File S36). 307 



- 15 - 

 

This study was reported in accordance with the STROBE guidelines for observational 308 

studies. 309 

Ⅳ. Results 310 

4.1 Regional Case-Series Analysis of Atopic Dermatitis 311 

Five regional case series were analyzed, focusing on major anatomical sites commonly 312 

affected by atopic dermatitis, including the face and ears, neck and shoulder belt, antecubital 313 

and popliteal regions, and the palms and soles. All cases were classified and longitudinally 314 

followed according to the six-stage healing framework of the saehim system (disease 315 

blocking → natural antibiotic response → disease emission → tissue regeneration → natural 316 

healing → disease prevention). 317 

Across all anatomical regions, a consistent sequential recovery pattern was observed, 318 

progressing from stabilization of acute inflammation to keratin formation and desquamation, 319 

followed by restoration of normal skin architecture. Although this overall sequence was 320 

shared across regions, variability was observed in the timing of disease emission onset and 321 

the rate of tissue regeneration. 322 

The concordance rate of regional recovery stage sequences was 85% (95% confidence 323 

interval: 78–92%), indicating a high degree of structural alignment of recovery trajectories 324 

when stratified by lesion depth, thickness, and width. In exploratory subgroup analyses (n = 325 

7), regions with thicker skin or broader lesion extent—such as the elbows and soles—326 

exhibited a relative delay in the disease emission stage compared with other anatomical sites. 327 

This difference reached statistical significance in exploratory analysis (Wilcoxon signed-rank 328 

test, p < 0.05) and should be interpreted descriptively. 329 
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Representative cases illustrating the sequential recovery patterns observed in each regional 330 

group are presented in the main text. Additional cases demonstrating consistent recovery 331 

trajectories are provided in the Supplementary Materials (Supplementary Figures S1–S28; 332 

Supplementary Tables S1–S28). Summary tables for regions commonly considered 333 

refractory—including the elbows, soles, palms, and fingers—are presented in Supplementary 334 

Tables S29–S32, with corresponding time-series clinical images provided in Supplementary 335 

Figures S29–S32. 336 

To maintain clarity in the main manuscript, only representative cases illustrating common 337 

recovery patterns are shown, while the complete clinical dataset—including generalized 338 

atopic dermatitis cases (Q–Z series)—is provided in the Supplementary Materials. 339 

4.1.1 Facial and Auricular Atopic Dermatitis 340 

The face and auricular regions represent areas of high clinical and functional burden in atopic 341 

dermatitis. These regions are characterized by relatively thin skin and frequent exposure to 342 

external environmental factors, which may influence inflammatory activity and recovery 343 

dynamics [14]. 344 

In all facial and auricular atopic dermatitis cases included in this study, a consistent staged 345 

recovery sequence was observed. Lesions progressed from erythema and exudation to disease 346 

emission characterized by hyperkeratinization and desquamation, followed by restoration of 347 

normal skin appearance. 348 

Figure 1 presents a representative case illustrating this recovery pattern. The patient was a 2-349 

year-old male who, at treatment initiation, exhibited severe lesions involving the scalp and 350 

face, with marked erythema, exudation, and thick hyperkeratotic plaques. 351 
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Following initiation of oral monotherapy with saehim (SRM1), a reduction in inflammatory 352 

signs and exudation was observed within approximately 10 weeks, with subsequent transition 353 

to the disease emission stage accompanied by desquamation. No topical agents or 354 

corticosteroids were used during treatment. 355 

During 24 months of follow-up, pruritus resolved, and skin barrier integrity and pigmentation 356 

gradually normalized. At the final follow-up assessment, complete clinical remission was 357 

maintained, and no recurrence was observed (Figure 1). 358 

Quantitative evaluation demonstrated a reduction in the SCORAD score from 28.5 at baseline 359 

to 12.3 at 10 weeks, corresponding to approximately 57% improvement. At the 24-month 360 

follow-up, the SCORAD score further decreased to 0.8, consistent with normal skin. 361 

To preserve focus in the main manuscript, complete clinical datasets—including generalized 362 

atopic dermatitis cases (Q- and Z-series)—are presented in the Supplementary Materials. The 363 

main text includes only representative cases illustrating common recovery patterns in the 364 

facial and auricular regions. 365 
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Figure 1. Sequential clinical recovery of facial and auricular atopic dermatitis treated with 366 

oral monotherapy using saehim (SRM1) within the saehim system framework. Representative 367 

time-series images illustrate the reproducible progression from acute inflammation through 368 

keratinization and desquamation to restoration of normal skin architecture. Additional facial 369 

and auricular cases demonstrating identical recovery patterns are provided in Supplementary 370 

Figures S1–S5, and representative generalized atopic dermatitis cases illustrating whole-body 371 

extension of the same recovery sequence are presented in the Supplementary Figures (Q-372 

series).  373 

(A) At baseline (Day 0), severe erythema, exudation, and thick hyperkeratotic plaques were 374 

extensively observed over the scalp and face. In the periauricular region, marked keratin 375 
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accumulation and inflammatory scaling associated with a moist local environment were 376 

present, corresponding to the acute inflammatory phase with lesion accumulation. 377 

(B) At 10 weeks of treatment (Day 70), erythema and exudation had markedly decreased. As 378 

the lesions transitioned into the disease emission process, fine desquamation and early signs 379 

of re-epithelialization were observed, indicating a transitional phase from inflammation 380 

toward tissue recovery. 381 

(C) At the 24-month follow-up (Day 730), pruritus and inflammatory signs had completely 382 

resolved, and skin barrier architecture and pigmentation had normalized. The periauricular 383 

skin regained normal texture and elasticity, with complete clinical remission maintained 384 

without recurrence during the follow-up period. 385 

 386 

4.2 Representative Case of Generalized Atopic Dermatitis 387 

The representative case of generalized atopic dermatitis involved a 2-year-old male who, at 388 

treatment initiation, presented with severe generalized disease characterized by widespread 389 

erythema, exudation, and hyperkeratotic lesions involving the scalp, face, trunk, and both 390 

upper and lower extremities. Intense pruritus and sleep disturbance were reported. 391 

Particularly prominent exudation and thick plate-like keratin formation were observed in the 392 

lower extremities. 393 

Treatment was administered as oral monotherapy with saehim (SRM1), without concomitant 394 

use of topical corticosteroids, immunosuppressants, moisturizers, or antibiotic ointments. 395 

During the initial weeks of treatment, generalized erythema and exudation gradually 396 

decreased, followed by transition of lesions into the disease emission stage, characterized by 397 

keratin formation and subsequent desquamation. 398 

During longitudinal follow-up, temporal variation in disease emission was observed across 399 

different body regions. The trunk and upper extremities demonstrated earlier stabilization of 400 

inflammation and keratin desquamation, whereas the lower extremities showed prolonged 401 

formation and repeated shedding of thick keratin layers. 402 
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Over a total follow-up period of 34 months, lesion extent progressively decreased, keratin 403 

thickness diminished, and the skin surface regained uniform pigmentation and elasticity. At 404 

the final follow-up assessment, all generalized lesions had resolved, pruritus and sleep 405 

disturbance were fully alleviated, and complete clinical remission was confirmed. No 406 

recurrence was observed during follow-up. 407 

Quantitative evaluation showed a reduction in the SCORAD score from 97.5 at baseline to a 408 

reduction of more than 50% at the mid-treatment time point, followed by a further decline to 409 

0 at the final follow-up, consistent with normal skin. The observed recovery followed a 410 

consistent sequence: stabilization of acute inflammation → keratin emission → tissue 411 

regeneration → restoration of normal skin architecture. 412 

Q1 413 
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Q5 415 
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Figure 2. Representative whole-body recovery pattern of generalized atopic dermatitis treated 416 

with oral monotherapy using saehim (SRM1) within the saehim system framework. 417 

This figure illustrates a consistent whole-body recovery trajectory observed in a pediatric 418 

patient with generalized atopic dermatitis treated exclusively with oral saehim (SRM1), 419 

without concomitant use of topical agents, topical immunomodulators, systemic 420 

immunosuppressants, or biologic therapies. Time-series clinical photographs are presented at 421 

three representative time points: Q1 (baseline, Day 0), Q3 (mid-treatment, approximately 422 

Month 12), and Q5 (final follow-up, Month 34). At baseline, widespread erythema and 423 

eczematous lesions were observed across the trunk and extremities. At the mid-treatment 424 

time point, a marked reduction in inflammation was accompanied by progressive 425 

normalization across multiple body regions. At the final follow-up, lesions had completely 426 

resolved over the back, trunk, upper extremities, and lower extremities, with restoration of 427 

uniform skin tone and texture. 428 

4.3 Reproducibility and Safety of Generalized Atopic Dermatitis Recovery 429 

The reproducibility and safety of recovery patterns observed during saehim system–based 430 

treatment were evaluated across the entire study population, including patients with 431 

generalized atopic dermatitis. 432 
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In all members of the core cohort (n = 2), which included one patient with generalized atopic 433 

dermatitis, the clinical course consistently followed the same sequential recovery pattern: 434 

stabilization of acute inflammation → keratin formation → desquamation → normalization 435 

of skin structure. These recovery stages were observed not only between patients but also 436 

across different anatomical regions within the same patient. 437 

The stage sequence concordance rate was 100% in the core cohort. Although variability in 438 

recovery speed was observed depending on lesion extent and skin thickness, all regions 439 

ultimately progressed to the final recovery stage. Regions with extensive involvement and 440 

thick keratin accumulation, such as the lower extremities and soles, exhibited a relatively 441 

prolonged disease emission stage, without affecting final clinical outcomes. 442 

The same staged recovery sequence was repeatedly observed in the entire cohort (n = 35), 443 

including the auxiliary analysis group (n = 33). Structural consistency of recovery patterns 444 

was confirmed through time-series clinical photographs and longitudinal clinical records. The 445 

characteristic clinical features of each recovery stage are illustrated in the Supplementary 446 

Materials (Supplementary Figures S1–S28 and S29–S32). 447 

Regarding safety, no serious adverse events were reported during the treatment period. Some 448 

patients experienced transient increases in erythema, keratin formation, or fluctuations in 449 

pruritus during the disease emission stage; however, these changes resolved spontaneously 450 

without additional intervention and did not require treatment discontinuation or dose 451 

adjustment. 452 

Treatment adherence exceeded 90% in all core cohort patients. In the overall cohort, 453 

adherence duration was estimated using Kaplan–Meier analysis, yielding a median adherence 454 
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duration of 28 months (95% confidence interval: 24–32 months). No clinically significant 455 

issues related to treatment discontinuation were observed during long-term follow-up. 456 

A representative whole-body recovery course in a patient with generalized atopic dermatitis 457 

is summarized in Figure 2, while detailed time-series whole-body clinical photographs are 458 

provided in the Supplementary Materials (Supplementary Figures, Q-series). 459 

Ⅴ. Discussion 460 

5.1 Interpretation of Key Findings 461 

This study demonstrates that treatment with the saehim system induces a reproducible, stage-462 

structured recovery trajectory in patients with atopic dermatitis, including those with 463 

generalized disease involvement. Across the entire cohort, recovery consistently progressed 464 

through the same sequential stages—stabilization of acute inflammation, keratin formation, 465 

desquamation, and normalization of skin structure—irrespective of baseline disease extent or 466 

anatomical location. 467 

Importantly, reproducibility was observed not only between different patients but also across 468 

multiple anatomical regions within the same patient. In the core cohort, which included a 469 

patient with severe generalized atopic dermatitis, the stage sequence concordance rate 470 

reached 100%, indicating a highly conserved recovery architecture. Although the tempo of 471 

recovery varied depending on lesion extent, skin thickness, and mechanical stress, all regions 472 

ultimately converged toward the same final recovery stage, suggesting a regulated and 473 

ordered healing process rather than a site-specific or stochastic response. 474 
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The repeated observation of identical recovery staging across a heterogeneous cohort 475 

supports the interpretation that the saehim system does not function solely through 476 

suppression of inflammatory signaling. Instead, the findings suggest facilitation of an 477 

endogenous physiological process characterized by structured tissue transition and 478 

restoration. This perspective aligns with emerging concepts in chronic inflammatory disease 479 

management that emphasize restoration of tissue homeostasis and immune balance over 480 

sustained pharmacologic suppression [27, 28]. 481 

Notably, long-term clinical stability and complete remission were maintained across the study 482 

population—including patients with generalized atopic dermatitis—despite exclusive use of 483 

oral monotherapy without concomitant topical corticosteroids, immunosuppressants, or 484 

moisturizers. In this study, relapse was defined as the reappearance of active inflammatory 485 

skin lesions requiring additional medical intervention during the follow-up period. 486 

The absence of serious adverse events and the spontaneous resolution of transient symptom 487 

fluctuations further indicate that the observed staged recovery process is physiologically 488 

compatible with long-term disease management. Such safety characteristics are consistent 489 

with principles of durable treatment strategies for chronic inflammatory skin diseases [29]. 490 

Taken together, these findings indicate that generalized atopic dermatitis follows the same 491 

fundamental recovery architecture as localized disease when treated under the saehim system. 492 

The reproducibility of staged healing across patients, body regions, and disease severities 493 

provides clinical evidence supporting a unified, system-level mechanism of recovery, rather 494 

than symptom-driven or anatomically restricted resolution. 495 

5.2 Clinical Implications of the Disease Emission–Based Recovery Model 496 
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A distinctive clinical feature observed during saehim system–based treatment was that 497 

phenomena such as keratin desquamation or transient symptom fluctuations were not 498 

associated with long-term deterioration but occurred as part of a consistent recovery 499 

sequence. In this study, the observed progression—exudation, hyperkeratinization, 500 

desquamation, and subsequent normalization—showed temporal alignment with the 501 

established phases of wound healing, including inflammation, proliferation, and remodeling 502 

[18]. 503 

From this perspective, atopic dermatitis may be interpreted not only as a disorder of skin 504 

barrier dysfunction or immune hypersensitivity, but also as a condition in which recovery 505 

follows an organized physiological trajectory. Within this framework, observed tissue 506 

changes during treatment can be interpreted as part of a recovery process involving tissue 507 

separation, reorganization, and stabilization. 508 

The Three-Axis Emission Theory, which conceptualizes disease expression and recovery 509 

along the structural dimensions of depth, thickness, and width, provided a useful interpretive 510 

framework for understanding variability in lesion extent and recovery speed across patients 511 

and anatomical regions. Application of this framework allowed heterogeneity in healing 512 

patterns to be interpreted in relation to structural disease burden rather than as random 513 

individual variation, supporting the clinical relevance of an emission-based recovery model 514 

[30, 34]. 515 

5.3 Comparison with Conventional Suppressive Therapies 516 

Conventional medical management of atopic dermatitis has largely focused on alleviating 517 

clinical symptoms through suppression or modulation of immune pathways involved in 518 
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inflammatory responses. Topical corticosteroids, immunosuppressants, and biologic agents 519 

are representative of this approach and can provide relatively rapid symptom improvement 520 

during acute exacerbations [31–33]. However, concerns have been raised regarding relapse 521 

following treatment discontinuation, as well as potential structural skin changes and immune 522 

dysregulation associated with long-term use. 523 

In contrast, the saehim system applied in this study does not primarily aim to suppress 524 

cutaneous inflammation, but rather to support clinically observable recovery processes, 525 

during which sequential separation and emission of pathological tissue were followed by 526 

restoration of normal skin architecture. Although transient increases in keratin formation or 527 

symptom fluctuations were observed during treatment, these changes did not lead to long-528 

term deterioration, and sustained clinical stabilization was confirmed during follow-up. 529 

Notably, no relapse was observed during the follow-up period in this study. This clinical 530 

course differs from patterns frequently reported for conventional suppressive therapies, in 531 

which symptom control is often followed by recurrence after treatment discontinuation. 532 

Taken together, these findings suggest that recovery from atopic dermatitis may involve 533 

structural tissue reorganization extending beyond short-term symptom modulation, and that 534 

emission-based recovery models may complement therapeutic domains not fully addressed 535 

by existing suppression-centered strategies. 536 

5.4 Reproducibility and Safety Considerations 537 

In the present study, a consistent temporal sequence of recovery was observed across the 538 

entire case series, including both localized and generalized atopic dermatitis. Similar 539 

recovery patterns emerged regardless of patient age, lesion distribution, or disease duration. 540 
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Analysis of time-series clinical photographs and longitudinal treatment records demonstrated 541 

a structurally consistent healing trajectory, progressing from exudation through keratin 542 

changes and desquamation to restoration of normal skin architecture (Supplementary Figures 543 

S1–S28; Supplementary Tables S1–S28). 544 

From a safety perspective, no serious adverse events were reported during long-term follow-545 

up. Some patients experienced transient increases in erythema, alterations in keratin patterns, 546 

or fluctuations in pruritus; however, these responses resolved spontaneously with observation 547 

alone and did not necessitate additional medical intervention. These findings indicate that the 548 

saehim system was well tolerated during prolonged application in this observational cohort. 549 

The present findings should be interpreted within the context of an observational study 550 

design. 551 

Nevertheless, this study was conducted without a randomized control group, and causal 552 

interpretation of efficacy and safety is therefore limited. Further randomized controlled trials 553 

and multicenter clinical investigations are required to determine whether the reproducibility 554 

and safety observed in this study can be consistently demonstrated across broader clinical 555 

settings [24]. 556 

5.5 Limitations 557 

This study was designed as an observational case-series without a randomized control group, 558 

which limits direct comparison of clinical effectiveness between the saehim system and 559 

conventional therapies. Accordingly, the findings should be interpreted as hypothesis-560 

generating rather than confirmatory. 561 
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In addition, some clinical assessments relied on time-series clinical photographs and visual 562 

evaluation, and objective biological markers—such as molecular or immunological 563 

indicators—were not included. These factors may introduce potential selection and 564 

assessment biases. Future studies incorporating randomized controlled designs, objective 565 

biomarkers, and standardized outcome measures are warranted to further evaluate the 566 

therapeutic effects, reproducibility, and underlying physiological mechanisms associated with 567 

the saehim system [26]. 568 

5.6 Concluding Perspective 569 

This study suggests that, in the clinical management of atopic dermatitis, a recovery process 570 

characterized by sequential tissue change—beginning with separation and emission of 571 

pathological tissue and followed by restoration of normal skin architecture—can be observed 572 

under saehim system–based treatment. Reproducible recovery patterns and sustained clinical 573 

stability were documented not only in localized lesions but also in cases of generalized atopic 574 

dermatitis. 575 

These findings support the clinical relevance of an emission-based recovery framework as a 576 

complementary perspective to conventional suppression-centered strategies for chronic 577 

inflammatory skin diseases [24, 29, 30, 34]. With further validation through randomized 578 

controlled trials, multicenter studies, and mechanistic investigations, the scope and clinical 579 

significance of this recovery-oriented model may be more clearly defined. 580 

Ⅵ. Conclusion 581 
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This study observed that application of the saehim system, administered as oral monotherapy 582 

without concomitant topical agents or localized treatments, was associated with clinical 583 

recovery and long-term stability in patients with atopic dermatitis. 584 

Across the analyzed cohort of 35 patients, a common staged recovery sequence was 585 

repeatedly observed, progressing from stabilization of acute inflammation to 586 

hyperkeratinization, desquamation, and subsequent restoration of normal skin architecture. 587 

This recovery pattern was identified consistently regardless of lesion extent or baseline 588 

disease severity. 589 

These observations suggest that clinically measurable recovery in atopic dermatitis may 590 

proceed through an ordered and reproducible sequence, rather than occurring as isolated or 591 

random symptom fluctuations. 592 

In contrast to conventional therapeutic strategies that primarily emphasize suppression of 593 

inflammatory responses for symptomatic control, the saehim system applied in this study was 594 

associated with recovery processes characterized by sequential tissue change and restoration. 595 

The sustained clinical stability and absence of recurrence observed during long-term follow-596 

up support the clinical feasibility of this approach as a potential complementary strategy 597 

addressing limitations of existing suppression-centered treatments for chronic and relapsing 598 

atopic dermatitis [24, 29, 34]. 599 

Although the present study focused on atopic dermatitis, the observed recovery patterns may 600 

have broader relevance to other chronic inflammatory skin disorders. Further validation 601 

through controlled comparative studies and investigations into underlying physiological and 602 
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immunological processes will be necessary to clarify the scope, applicability, and medical 603 

significance of the saehim system [26]. 604 
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