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完整性及可靠性； 亦不代表本公司、產業狀況及後續重大發展之完整論述。 
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即時提醒及更新之義務。本公司及代表人無論過失或其它原因，均不對使用或因他人引用本

簡報資料、亦或其它因簡報資料導致的任何損害負擔任何責任 。 
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新藥創新，開創糖尿病治療新篇章 
具有選擇極少，具有重大未滿足醫療需求 
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榮耀見證實力 — 藥祇屢獲國內外肯定 
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2022 USBIO 
2025 USBIO 
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壹、公司簡介 
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公司基本資料 

開發市場首見(First-in class)糖尿病新藥PS1 

可治療和逆轉糖尿病，目前在臨床試驗階段 
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員工總數 15人，研發人員9人 

改變糖尿病治療和市場賽局的締造者 
A game changer of diabetes therapy and pharma ranking 

藥祇成立於2021年1月 
營運總部:位於新北市新台五路一段93號22樓之1 

實收資本額:535,366千元 (市值>130億) 

以開發治療(癒)糖尿病藥物為起點的新藥研發公司 

核心技術為利用分子對接和蛋白標靶平台發展小分
子藥物 



發展歷程 
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2019~2020 

 •中研院：科技部價
創計畫(臨床前試
驗) 

2021 
•藥祇生醫股份有限公司成立 
•獲得未來科技獎 
•取得中研院專利獨家授權 
•申請FDA IND 

2023 
• PS1取得TFDA IND 
• PS1臨床一期SIV 

    2022 

 •取得FDA IND 
• USBIO SUS 
•與國際藥廠簽訂CDA/MTA 
•募資0.4億 

    2024 

 •募資2.4億 
•獲得經濟部A+計畫 
•臨床一期期中報告

(PS1/SAD健康人) 

2025 
•規劃PS1臨床二期 
•募資4.1億 
•入選USBIO SUS 
•與國際藥廠簽訂CDA 
•臨床一期期中報告(PS1/SAD病人) 

•台北生技獎 
• 11/27登錄興櫃(TPEx7878) 

2026 
•臨床一期1b(PS1/MAD病

人) ，預計2026年解盲 
• T1D、T2D規劃臨床二期  
•募資評估中 
 



經營團隊和專家/顧問 
莊立民 醫師/教授 

 台大醫學系、臨床醫學研究所博士 
 台大醫院代謝內分泌科主任 
 台大醫學院教授 
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李懿珊 
臨床PM 

海大生技所碩士 
 Icon臨床試驗專員 

和專案經理 
 Astellas藥廠 

臨床試驗案經理 

鍾佑瑜 
研發部主管 

3個
CRA 

台大生技所碩
士 

東海大學畜產
與生物科技學
系 

藥祇生醫股份有限公司(Pharmasaga) 
臺北市內湖區南京東路6段461號4樓之5 
(台北企業總部園區)  

林宛潔 
財務長 

3個研究員 + 4個CRA + 1個IT + 1個稽核 + 1個會計 + 1個人事  

經營團隊 顧問團隊 

商學學士 
教育學碩士 
藥祇生醫共同創辦人 

吳月禎 董事長/總經理 

海大生技所碩士 
Icon臨床試驗CRA/PM 
Astellas藥廠臨床試驗資深PM 

鍾佑瑜 臨床研究主管 

成功大學會計所碩士 
會計師考試合格 
稽核師考試合格 
廣信益群事務所經理 

林宛潔 財務主管 

法國地中海大學博士 
美國麻州大學和西奈山醫學院科學家 
台大、陽明、師大、中興、成大、東
海、中醫大教授 

中研院副主任/執行長 

楊文欽 首席顧問/創辦人 

耶魯講座教授、中研院院士 
四種上市化學藥 
27家製藥公司和29個學術/政府機構顧
問 

PhytoCeutica Co.和Yviva Co.創辦人 

鄭永齊 院士/顧問 

 Ph.D, Umass Med.l Schl. 
 PDF, Scripps Res. Inst. 
 Researcher, Novartistis 
 VP in Apros therapeutics, 

USA 

Andrew Miller 
 PhD/consultant 

台大醫學系 
中研院轉譯醫學博士 
台大醫院代謝內分泌科主治醫師 
台大醫學院教授 

張以承 醫師/顧問 

台大醫學系 
法國地中海大學博士 
哈佛大學醫學院研究員 
全心醫藥副總經理 

林士瑤 醫師/顧問 

Director, Pharmacy, Johannes 
Gutenberg University, Germany 

Expert of clinical drug 
development 

Editor, Phytomedicine, etc 

Thomas Efferth 
 PhD/consultant 



技術團隊組成 

北京大學藥劑系碩士 
藥明康德研究員 

莊立民 醫師/教授 

 台大醫學系、臨床醫學研究所博士 
 台大醫院代謝內分泌科主任 
 台大醫學院教授 
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海洋大學生技系 
中研院研究助理 

海大生技所碩士 
Icon臨床試驗CRA/PM 
Astellas藥廠臨床試驗資深PM 

Yuyu 臨床研究主管 

法國蒙佩利爾博士 
中興大學碩士 
中研院研究助理 

Ted 研究專員/博士 

Cindy CRA  
清華大學化學博士 
師範大學化學碩士 
浩鼎生技研究專員 
英矽智能研究專員 

 

 Erin 研究專員/博士 

Greta 副研究專員 
卡內基梅隆大學碩士 
伊利諾大學化工學系 

Howard 副研究專員 

台大生技所博士(修業中) 
台大生技所碩士 
東海大學畜產與生物科技學系 

台大護理系 
北榮護理師 

Sunny 研究專員 

Joanna CRA 
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中興生科所碩士 
海洋大學養系 
中研院研究助理 

Melody 研究專員 



貳、產業概況 
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2023年台灣十大死因 (衛生福利部統計處112年死因統計結果分析) 
12 

糖尿病為十大死因之一 (台灣) 



2023年台灣十大死因 (衛生福利部統計處112年死因統計結果分析) 
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糖尿病為十大死因之一 (全球) 

2021年全球十大死因 (世界衛生組織(WHO))  

    肺結核 

          腎臟疾病 

    失智症 

                        氣管、支氣管、肺癌 

                             下呼吸道感染 

                                 慢性阻塞性肺疾病 

 中風 

                                          缺血性心臟病 

 具傳染性 

不具傳染性 
10. 

  9. 

  8. 

  7. 

  6. 

  5. 

  4. 

  3. 

  2. 

  1. 

糖尿病 



國際糖尿病聯盟(IDF) Diabetes 2025 Atlas (11th ed) 14 

全球各地區域糖尿病患人口和藥物費用 

North America  
& Caribbean 

   56M 
   43.9B  

Sou&Cent 
America         

35M 
8.1B 

   Africa    

       25M 
      1B 

   S.E. Asia    

       107M 
       1.2B 

Mid East& 
Nor Africa         

85M 
3.5B 

  Europe    

      66M 
  19.3B 

West 
Pacific             

       215M 
 24.6B 



糖尿病藥物，佔全球第二大的藥物市場 

2021年全球十大死因 (世界衛生組織(WHO))  

Int. J. Environ. Res. Public Health 2021, 18, 2532 

2021 sales in billion USD 

Business Research Company (2025)  

~1.9兆美元 

第二大 
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目前糖尿病挑戰和機會 
• 全球5.89億位糖尿病病患，壽命減少2-3歲，每年造成340萬人死亡 

• 目前有30幾種藥物，只能治療無法治癒 

• 2025年有810億美元藥物市場， CAGR約8.6% 

45% 

55% 

初中期病患: 

可以治療和逆轉 

16 資料來源:market.us 

後期病患: 

胰島素 



Yang et al  eCAM (2013) 378657 

胰島細胞功能/數量會隨著糖尿病發展而減少 

胰島素抗性升高、β細胞衰竭和葡萄糖(再)吸收引發高血糖和糖尿病 

目前糖尿病治療策略已從血糖控制改成胰島細胞治療為主(維護胰島細胞健康) 
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胰島素抗性 

①胰島素增敏劑 

④胰島素增泌劑 

正常胰島細胞 胰島細胞衰竭 (失能和死亡) 

⑤ GLP-1/DPP4 抑制劑 

② α葡萄糖苷酶抑制劑 

③ SGLT2抑制劑 

升糖素 

高糖、高脂、發炎等因子 

現存5種糖尿病治療方式(①至⑤)以控制血糖為主，都無法逆轉和治癒糖尿病 
抑制β細胞衰竭(死亡和失能)是一種新治療(癒)糖尿病的新概念(尚無此類市售藥) 

阻擋胰島細胞衰竭， 
可治療(癒)糖尿病  

Yang et al  eCAM (2013) 378657; Schwartz, S.S et al. 2016. Diabetes care 39, 179-186 ; Saisho, Y., 2020. Expert Opin Pharmaco 21, 1565-1577. 

第二型糖尿病的成因和治療 
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正常血糖耐受性 糖尿病前期 糖尿病 

環
境
和
遺
傳
因
子 

葡
萄
糖(

再)

吸
收 

高
血
糖 



糖尿病治療的典範轉移(Now to Future) 

Schawartz Diabetes Care (2016) 39:179-186;  
Saisho et al. (2020) Expert Opinion on Pharmacotherapy 21, 1565-1577. 
Food Frontiers, 2025; 6:2165–2181 
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具有選擇極少，具有重大未滿足醫療需求 

「控制血糖」到「胰島細胞」為主策略 

Preserving 

beta cells 

維護胰島細胞

數量和功能 

Blood 
glucose 

HbA1c 

控制血糖 

Now 
Complications 

Future 
Cure 



參、研發概況 
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Pdia4 
胰島細胞病變關鍵因子 
(治療標靶) 

21 

EMBO Mol Med (2021) 13: e11668 



PDIA4控制胰島細胞衰竭 

過度營養 PDIA4 過度表現 ROS 上升 
胰島細胞死亡

與失能 

PDIA4 

PDIA4 

PDIA4 

ROS 下降 

PS-

001 

胰島細胞恢復
數量與功能 

PDIA4為全新糖尿病標靶，引起胰島細胞病變 
PDIA4抑制劑可維護胰島細胞健康，逆轉糖尿病 

PS-

001 

PS-

001 
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EMBO Mol Med (2021) 13: e11668 



核心技術平台:分子對接，化學合成和PDIA4活性分析 

(1) Target 
identificati

on and 
validation 

(2) Virtual 
screening 

 

(4) Lead 

optimizatio

n and drug 

candidate 

 

(3) Using 
bioassays 
to screen 
hits and 

leads 

(5) 

Preclinical 

study 

(6) Clinical 

study 

(7) Drug candidates 

PS1, PS2 & PS3 

Drug  

development 

EMBO Mol Med (2021) 13: e11668; Cellular and Molecular Life Sciences (2023) 80:101 23 

T1D 

PC study 

T2D 

PC study 
   P1CT 

Others 

PC study  
ongoing 

PS1 

• NME (505b1) 

• First-in-class IND 

• First-in-human trial 

• A game changer in diabetes therapy  

  & ranking of big pharmas 



新藥開發產品線 
PS1一藥多用途(PS-001, PS-002, PS-003 )同一構造的小分子，用於三種適應症 

24 

新藥產品 
(研發代號) 

適應症 臨床前期 Phase 1 Phase 2 Phase 3 

PS1 
(PS-001) 

第二型糖尿病 
(505b1) 

PS1 
(PS-002) 

第一型糖尿病 
(505b1) 

PS1 
(PS-003) 

其他 
(505b1) 

 已完成生殖毒(第一期和第二期) 試驗 

 正在完成長天期GLP毒理 

 eCTD（通用技術文件）文件修改中 

 申請T1D和T2D臨床二期試驗IND規劃中 



PS1專利全球佈局 

USA 

EU 

Brazil 

IL CN 

IN 

AU 

ML 

JP 

TW MX 

獲准 

核駁中 
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已取得中研院兩專利之20年全球專屬授權，2項(7件專利)已核准 

North America  
& Caribbean 

   56M 
   43.9B  

Sou&Cent 
America         

35M 
8.1B 

  Europe    

      66M 
   19.3B 

   Africa    

       25M 
      1B 

   S.E. Asia    

       107M 
       1.2B 

Mid East& 
Nor Africa         

85M 
3.5B 

Wes 
Pacific             

       215M 
  24.6B 



肆、產品線和未來計畫 
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篩藥平台 

Drug  
development 

Cellular and Molecular Life Sciences (2023) 80:101 
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(1) Target 
identification 

and 
validation 

(2) Virtual 
screening 

 

(4) Lead 

optimization 

and drug 

candidate 

 

(3) Using 
bioassays to 
screen hits 
and leads 

(5) 

Preclinical 

study 

(6) Clinical 

study 

(7) Drug candidates 

PS1, PS2 & PS3 



100% 60% 

治療16週 
停藥66週 

血糖維持正常 血糖維持正常 

單獨使用PS1  
(PS-001) 

PS1 (PS-001)合併Met 

STG 

STG 

CTR 

CTR 

PS1 

PS1 

CTR 

STG 

STG+Met 

PS1@ 0.8mg/kg 
PS1@ 2.5mg/kg 

PS1@ 7.5mg/kg 

PS1@ 2.5 mg/kg+ Met 

PS1+Met 

PS1+Met 

停藥 停藥 

PS-001：PS1 在T2D糖尿病鼠證明具逆轉糖尿病之潛力 

Cellular and Molecular Life Sciences (2023) 
80:101 

db/db mice 

28 
Cellular and Molecular Life Sciences (2023) 80:101 

T2D 目前無法治癒 
PS1 為全球首創胰島素的標靶治療 

T2D 



以db/db 小鼠為例 

 

 

Pdia4 

PS1 

ROS 

胰島細胞 
死亡 

T2D 

PS-001：PS1產品和其作用機制 

Cellular and Molecular Life Sciences (2023) 80:101 
29 

胰島細胞 
失能 

胰島細胞補充 

抑制 

促進 



PS-001：第一期人體臨床試驗設計 

註1:2022.2.3 取得PS-001 的US FDA IND核准，2023.11.29 TFDA IND核准 

註2:PS1臨床試驗登錄在clinicaltrials.gov (https://clinicaltrials.gov/study/NCT05176210)  
       和TFDA (https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01) 

PS1單一劑量爬升試驗(SAD) 

30 

健康人 第二型糖尿病受試者 

PK、安全性、耐受性、
食物影響及潛在療效 

PK、安全性、耐受性及
潛在療效 

4組 X 8位 
(共32人) 

2組 X 6位 
(共12人) 

觀察8天 觀察15天 

Unpublished data 

https://clinicaltrials.gov/study/NCT05176210
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01
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25 mg 50 mg 75 mg 50 mg FE 
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單次劑量遞增試驗(SAD)健康受試者臨床試驗結果 

• 單次劑量遞增試驗(25、50 和 75 mg/kg PS1)健康受試者共4組32人，已完
成藥物動力學試驗，AUC和 Cmax數據已完成且有劑量相關性。但PS1不受
食物影響 (飯前後不影響其吸收) 。 

• 單次劑量遞增試驗(25、50 和 75 mg/kg PS1)健康受試者未顯示劑量限制
毒性(DLT) 和嚴重不良事件(SAE)。此外，單次劑量遞增試驗在心電圖、生
命徵象和身體檢查中未顯示異常。 

• 單次劑量遞增試驗(25、50 和 75 mg/kg PS1)健康受試者中，67% 的健康
受試者表現出治療相關不良事件（TEAE)。其中，54.2%的健康受試者在 
PBG中顯示 1 級 AE，也就是低血糖。更重要的是，這樣的AE是可以恢復。
這可能涉及PS1的作用機制。 

• 在健康受試者中，血中BUN和creatinine以及尿液 NGAL 和 KIm1 數據建議
PS1在生理範圍內。 

•8 subjects enrolled in Cohort 1 were DLT-evaluable. 10 subjects were 
enrolled in Cohort 2; 8 of them in Cohort 2 were DLT-evaluable. All 
the DLT-evaluable were without any DLTs or SAE. 
•20 TEAEs occurred in 15/18 (83.3%) subjects. 
•Most TEAEs were grade 1; a subject had grade 3 unlikely-related 
Hypokalaemia. 
• 13 events including grade 1 Hypoglycaemia (8 events), 

Hyponatraemia, Hypokalaemia, Rash, Hypertriglyceridaemia 
and Amylase increased were possibly related to the study 
drug. 

• Lower PPG and serum insulin were observed on Day 8 than 
baseline in most of the subjects (14/18 had lower PPG; 
16/18 had lower insulin) 

• Noticeable increases in NGAL were observed in 4/18 
subjects on Day 2, 3, or Day 8 but was within reference 
range; KIM-1 increased in 16/18 subjects on Day 2 or Day 3. 

• No CS abnormalities were noted in ECG and vital signs. 
• No abnormal findings in physical examination. 

•35 treatment emergency adverse events (TEAE) in 24 HV. 
• 68.6% (24/35) of TEAE are related to drug. In fact, 65.7% (23/35) of 
TEAE are related to PS1. 
• 66.7% (16/24) of TEAE are related to hypoglycemia (15 PBG and 1 FBG). 
8.3% (2/24), 4.2% (1/24), 4.2% (1/24), 4.2% (1/24), 8.3% (2/24), 4.2% 
(1/24), of TEAE are hypokalemia, hypertriglyceridemia, rash, 
hyponatremia, headache and increased amylase. 

• HV with 25, 50, and 75 mg/kg PS1 have AUC (9737.87,19796.77 and ??) and Cmax 
(1787.42,3617.08 and ??) in healthy volunteers, respectively. 

• HV with 25, 50, and 75 mg/kg PS1 show no DLT and SAE. Additionally, HV with 25, 50, 
and 75 mg/kg PS1 show no abnormality in ECG, vital signs and physical exam.  

• However, 75% (24/32) of HV show TEAE. Of which, 62.7% (15/24) of HV show grade 
1 AE, hypoglycemia, in PBG (14 cases) as well as FBG (1 case). More importantly, 
such AE can be recovered. This may involve MOA of PS1. 

• 25, 50, and 75 mg/kg PS1 decreases PBG by 13-32% and PSI by 29-74% in the 
healthy volunteers. 

• . 25, 50, and 75 mg/kg PS1 decreases FBG by 4.7-8.4% and FSI by -49.1-3.3%. in the 
healthy volunteers.  PS1 seems not to be clinically significant for reduction of FBG and 
FBI. 

• PBG is relatively lower than FBG in healthy volunteers. 

• Urine NGAL and KIm1 in HV are within physiological ranges. Unpublished data 

• 單次劑量遞增試驗(25、50 和 75 mg/kg PS1)健康受試者共4組32人，已完
成藥物動力學試驗，AUC和 Cmax數據已完成且有劑量相關性。但PS1不受
食物影響 (飯前後不影響其吸收) 。 

• 單次劑量遞增試驗(25、50 和 75 mg/kg PS1)健康受試者未顯示劑量限制
毒性(DLT) 和嚴重不良事件(SAE)。此外，單次劑量遞增試驗在心電圖、生
命徵象和身體檢查中未顯示異常。 

• 單次劑量遞增試驗(25、50 和 75 mg/kg PS1)健康受試者中，67% (16//24) 
的健康受試者表現出治療相關不良事件（TEAE)。其中，54.2%（13/24）
的健康受試者在 PBG（13 例）中顯示 1 級 AE，也就是低血糖。更重要的
是，這樣的AE是可以恢復。這可能涉及PS1的作用機制。 

• 在健康受試者中，血中BUN和creatinine以及尿液 NGAL 和 KIm1 數據建議
PS1在生理範圍內。 
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Met+ SGLT2i 
Met+ Amaryl 

Met+Qterm 

Jardiance = SGLT2i 
Amaryl =SU 
Qterm = saxagliptin和dapagliflozin 

T2D病人 

Unpublished data 
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單次劑量遞增試驗(SAD)糖尿病(T2D)受試者臨床試驗結果 

• 單次劑量遞增試驗(25和 50 mg/kg PS1)糖尿病受試者共2組12人，已
完成藥物動力學試驗。和健康人相似， AUC和 Cmax數據已完成且有
劑量相關性。 

• 單次劑量遞增試驗(25和50 mg/kg PS1)糖尿病受試者無劑量限制毒性
(DLT) 和嚴重不良事件(SAE)。此外，單次劑量遞增試驗在心電圖、生
命徵象和身體檢查中未顯示異常。 

• 單次劑量遞增試驗(25和50 mg/kg mg/kg PS1)糖尿病受試者中，
66.7% 有治療相關不良事件（TEAE)。但無低血糖不良事件。 

• 單獨和複合治療中，50% 糖尿病受試者血糖下降，降血糖持續3-7天。 

•8 subjects enrolled in Cohort 1 were DLT-evaluable. 10 subjects were 
enrolled in Cohort 2; 8 of them in Cohort 2 were DLT-evaluable. All 
the DLT-evaluable were without any DLTs or SAE. 
•20 TEAEs occurred in 15/18 (83.3%) subjects. 
•Most TEAEs were grade 1; a subject had grade 3 unlikely-related 
Hypokalaemia. 
• 13 events including grade 1 Hypoglycaemia (8 events), 

Hyponatraemia, Hypokalaemia, Rash, Hypertriglyceridaemia 
and Amylase increased were possibly related to the study 
drug. 

• Lower PPG and serum insulin were observed on Day 8 than 
baseline in most of the subjects (14/18 had lower PPG; 
16/18 had lower insulin) 

• Noticeable increases in NGAL were observed in 4/18 
subjects on Day 2, 3, or Day 8 but was within reference 
range; KIM-1 increased in 16/18 subjects on Day 2 or Day 3. 

• No CS abnormalities were noted in ECG and vital signs. 
• No abnormal findings in physical examination. 

•35 treatment emergency adverse events (TEAE) in 24 HV. 
• 68.6% (24/35) of TEAE are related to drug. In fact, 65.7% (23/35) of 
TEAE are related to PS1. 
• 66.7% (16/24) of TEAE are related to hypoglycemia (15 PBG and 1 FBG). 
8.3% (2/24), 4.2% (1/24), 4.2% (1/24), 4.2% (1/24), 8.3% (2/24), 4.2% 
(1/24), of TEAE are hypokalemia, hypertriglyceridemia, rash, 
hyponatremia, headache and increased amylase. 

• HV with 25, 50, and 75 mg/kg PS1 have AUC (9737.87,19796.77 and ??) and Cmax 
(1787.42,3617.08 and ??) in healthy volunteers, respectively. 

• HV with 25, 50, and 75 mg/kg PS1 show no DLT and SAE. Additionally, HV with 25, 50, 
and 75 mg/kg PS1 show no abnormality in ECG, vital signs and physical exam.  

• However, 75% (24/32) of HV show TEAE. Of which, 62.7% (15/24) of HV show grade 
1 AE, hypoglycemia, in PBG (14 cases) as well as FBG (1 case). More importantly, 
such AE can be recovered. This may involve MOA of PS1. 

• 25, 50, and 75 mg/kg PS1 decreases PBG by 13-32% and PSI by 29-74% in the 
healthy volunteers. 

• . 25, 50, and 75 mg/kg PS1 decreases FBG by 4.7-8.4% and FSI by -49.1-3.3%. in the 
healthy volunteers.  PS1 seems not to be clinically significant for reduction of FBG and 
FBI. 

• PBG is relatively lower than FBG in healthy volunteers. 

• Urine NGAL and KIm1 in HV are within physiological ranges. 
Unpublished data 



單一劑量遞增試驗(SAD)結果：安全性高，療效顯著 
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PS-001：第一期人體臨床試驗結論 

安全性高 
耐受性良好 

健康人 
32人 

第二型糖尿病
受試者 
12人 

試驗對象與設計 療效與藥物動力學 (PK) 

• 劑量限制毒性(DLT) 
• 嚴重不良事件(SAE) 
• 心電圖 
• 生命徵象 
• 身體檢查 

SAFE 

SAFE 

SAFE 

SAFE 

SAFE 

≥50% 
受試者有降低血糖 

•藥物動力學(PK)顯示
劑量相關性  

•不受食物影響 
Unpublished data 



PS1 in Fasting condition 
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目前進行中，預計2026年結案 

多劑量(MAD)爬升試驗 

PS-001：第一期人體臨床試驗 

註1:2022.2.3 取得PS-001 的US FDA IND核准，2023.11.29 TFDA IND核准 

註2:PS1臨床試驗登錄在clinicaltrials.gov (https://clinicaltrials.gov/study/NCT05176210)  
       和TFDA (https://e-sub.fda.gov.tw/ClinicalTrialInfo/case-search/PS1-01) 

第二型 
糖尿病受試者 

16人 

雙盲隨機 
分2組 

 8人  
(2 placebo+6 PS1) 

 8人 
(2 placebo+6 PS1) 

每日一次 (QD) 口服給藥 
連續 28 天，觀察期共 35 天 

測試目的 

評估 PK、安全性、

耐受性、潛在療效 

目前狀態 

順利進行中 

預計里程碑 

2026年結案 

Unpublished data 
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    New treatments and advances in immune diseases, Robert Cyran 

有單基因糖尿病 

Monogenic Diabetes (Neonatal Diabetes Mellitus & MODY) 
 
What are monogenic forms of diabetes? 
What is neonatal diabetes mellitus (NDM)? 
What is maturity onset diabetes of the young (MODY)? 
How is monogenic diabetes diagnosed? 
What do I need to know about genetic testing and counseling? 
How is monogenic diabetes treated and managed? 
Clinical Trials 
The most common forms of diabetes, type 1 and type 2, are polygenic, meaning they are related to a change, or 
defect, in multiple genes. Environmental factors, such as obesity in the case of type 2 diabetes, also play a part in 
the development of polygenic forms of diabetes. Polygenic forms of diabetes often run in families. Doctors 
diagnose polygenic forms of diabetes by testing blood glucose, also known as blood sugar, in individuals with risk 
factors or symptoms of diabetes. 
 
Genes provide the instructions for making proteins within the cell. If a gene has a change or mutation, the 
protein may not function properly. Genetic mutations that cause diabetes affect proteins that play a role in the 
ability of the body to produce insulin or in the ability of insulin to lower blood glucose. People typically have two 
copies of most genes, with one gene inherited from each parent. 
 
What are monogenic forms of diabetes? 
Some rare forms of diabetes result from mutations or changes in a single gene and are called monogenic. In the 
United States, monogenic forms of diabetes account for about 1 to 4 percent of all cases of diabetes.1,2,3,4 In 
most cases of monogenic diabetes, the gene mutation is inherited from one or both parents. Sometimes the 
gene mutation develops spontaneously, meaning that the mutation is not carried by either of the parents. Most 
mutations that cause monogenic diabetes reduce the body’s ability to produce insulin, a protein produced in the 
pancreas that helps the body use glucose for energy. 
 
Neonatal diabetes mellitus (NDM) and maturity-onset diabetes of the young (MODY) are the two main forms of 
monogenic diabetes. NDM occurs in newborns and young infants. MODY is much more common than NDM and 
usually first occurs in adolescence or early adulthood. 
 
Most cases of monogenic diabetes are incorrectly diagnosed. For example, when high blood glucose is first 
detected in adulthood, type 2 diabetes is often diagnosed instead of monogenic diabetes. If your health care 
provider thinks you might have monogenic diabetes, genetic testing may be needed to diagnose it and to 
identify which type. Testing of other family members may also be indicated to determine whether they are at 
risk for or already have a monogenic form of diabetes that is passed down from generation to generation. Some 
monogenic forms of diabetes can be treated with oral diabetes medicines (pills), while other forms require 
insulin injections. A correct diagnosis allows for proper treatment and can lead to better glucose control and 
improved health in the long term. 
 
What is neonatal diabetes mellitus (NDM)? 
NDM is a monogenic form of diabetes that occurs in the first 6 to 12 months of life. NDM is a rare condition 
accounting for up to 1 in 400,000 infants in the United States.4 Infants with NDM do not produce enough insulin, 
leading to an increase in blood glucose. NDM is often mistaken for type 1 diabetes, but type 1 diabetes is very 
rarely seen before 6 months of age. Diabetes that occurs in the first 6 months of life almost always has a genetic 
cause. Researchers have identified a number of specific genes and mutations that can cause NDM. In about half 
of those with NDM, the condition is lifelong and is called permanent neonatal diabetes mellitus (PNDM). In the 
rest of those with NDM, the condition is transient, or temporary, and disappears during infancy but can reappear 
later in life. This type of NDM is called transient neonatal diabetes mellitus (TNDM). 
 
Clinical features of NDM depend on the gene mutations a person has. Signs of NDM include frequent urination, 
rapid breathing, and dehydration.5 NDM can be diagnosed by finding elevated levels of glucose in blood or urine. 
The lack of insulin may cause the body to produce chemicals called ketones, resulting in a potentially life-
threatening condition called diabetic ketoacidosis. Most fetuses with NDM do not grow well in the womb, and 
newborns with NDM are much smaller than those of the same gestational age, a condition called intrauterine 
growth restriction. After birth, some infants fail to gain weight and grow as rapidly as other infants of the same 
age and sex. Appropriate therapy may improve and normalize growth and development. 
 
What is maturity onset diabetes of the young (MODY)? 
MODY is a monogenic form of diabetes that usually first occurs during adolescence or early adulthood. MODY 
accounts for up to 2 percent of all cases of diabetes in the United States in people ages 20 and younger.3 
 
A number of different gene mutations have been shown to cause MODY, all of which limit the ability of the 
pancreas to produce insulin. This leads to high blood glucose levels and, in time, may damage body tissues, 
particularly the eyes, kidneys, nerves, and blood vessels. 
 
Clinical features of MODY depend on the gene mutations a person has. People with certain types of mutations 
may have slightly high blood sugar levels that remain stable throughout life, have mild or no symptoms of 
diabetes, and do not develop any long-term complications. Their high blood glucose levels may only be 
discovered during routine blood tests. However, other mutations require specific treatment with either insulin or 
a type of oral diabetes medication called sulfonylureas. 
 
MODY may be confused with type 1 or type 2 diabetes. In the past, people with MODY did not generally have 
overweight, obesity, or other risk factors for type 2 diabetes, such as high blood pressure or abnormal blood fat 
levels. However, as more people in the United States become overweight or have obesity, people with MODY 
may also be overweight or have obesity. 
 
Although both type 2 diabetes and MODY can run in families, people with MODY typically have a family history 
of diabetes in multiple successive generations, meaning MODY is present in a grandparent, a parent, and a child. 
 
How is monogenic diabetes diagnosed? 
Genetic testing can diagnose most forms of monogenic diabetes. A correct diagnosis with proper treatment 
should lead to better glucose control and improved health in the long term. 
 
Genetic testing is recommended if 6 
 
diabetes is diagnosed within the first 6 months of age 
diabetes is diagnosed in children and young adults, particularly those with a strong family history of diabetes, 
who do not have typical features of type 1 or type 2 diabetes, such as the presence of diabetes-related 
autoantibodies, obesity, and other metabolic features 
a person has stable, mild fasting hyperglycemia, especially if obesity is not present 

1.美國T1D藥物屬於孤兒藥，目前藥物費用每位病人每月 800 

美元。 
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PS-002：PS1在第一型糖尿病 (T1D)概況 

好發對象：兒童、青少年 
患者人數：近 950 萬人 

病因： 
遺傳 > 環境因子 

T1D 目前無法治癒 

維護胰島
細胞功能
和數量 

註：                 NOD 小鼠為最常見模式小鼠，NOD小鼠免疫和遺傳致病因子和T1D 類似， 但比T1D病人嚴重  

T 細胞為關鍵免
疫細胞，Th1促
進T1D;而Th2和
Treg抑制T1D  

T1D 

Unpublished data 



第一型糖尿病來自自體免疫力破壞胰島細胞 
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PS-002：第一型糖尿病致病機制/原因 

Unpublished data 
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血糖維持正常 血糖維持正常 

PS1(PS-002)+ 
CD3抗體複合治療 

NOD mice 

PS-002：PS1單獨和複合治療可逆轉第一型糖尿病 

Unpublished data 



PS1 treatment in NOD mice 
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PS-002：PS1在第一型糖尿病的作用機制 

Unpublished data 
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PS-002：PS1在T1D 臨床(前)試驗結果 
PS1具可逆轉 T1D 之 First-in-Class 潛力 

0%

20%

40%
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80%
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NOD鼠模式 

T1D逆轉效果 

單獨治療 複合治療 

75% 

100% 

主要作用機制： 

抑制免疫細胞入侵胰島 

1.控制T細胞分化 

2.保護胰島細胞和增加
胰島細胞功能 

準備申請臨床2期試驗 

預計在中國和美國 

執行T1D試驗 

Unpublished data 
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PS1 藥物開發策略：T1D 快速核准與 T2D 提前佈局 

PS1在糖尿病藥物市場的潛在機會 

Phase I Phase II Phase III 
NDA 

Approval 
T1D 

Phase I Phase II Phase III 
NDA 

Approval T2D 

T2D market value 
Off label use 

Unpublished data 
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財務報告 (Joanna) 
• 目前資金(不必要) 
• x下三年營收狀況(董事會尚未通過 不適合) 
• X 財報 (沒獲利 不適合) 
• IPO 
 

商業發展策略 
臨床二/三期進行授權或共同開發 

革命性的MOA  &
在人類的功效 
 

已和數家世界十大 
製藥公司簽定

CDA/MTA 
 

授權/共同開發談判 
 

第一型和第二型糖尿病臨床二期IND申請正在規劃中 

Unpublished data 



PS1 (PS-001) 
MOA: 標靶PDIA4，抑制胰島細胞衰竭，可
治療和逆轉糖尿病 。  
適應症: 第二型糖尿病 (T2D) 。  

PS1 (PS-002) 
MOA:標靶PDIA4，抑制胰島細胞衰竭，可
治療和逆轉糖尿病 。  
適應症: 第一型糖尿病 (T1D) 。  

公司產品 

PS1 (PS-003) 
MOA:標靶PDIA4，作用於胰島細胞，用於
其他適應症。  
適應症: 開發中 

PS1 (PS-001) 
T2D患者: 5.8億人 (台灣227萬人) 
市場規模: 810億美元 (台灣10億美元) 
PS1市場: 30億美元 (單獨治療)+30億美元 
(複合治療)。 

PS1 (PS-002) 
T1D患者: 950萬人(台灣1.1萬人) 
市場規模: 159.5億美元 (台灣1億美元)  
PS1市場: 10.5億美元 (單獨治療)+10.5億美
元 (複合治療)。 

預估市場 

----------- 

PS1在T1D與T2D市場規模 

PS-001 

5.8億人 (台灣227萬人)  

810億美元 (台灣10億

美元)  

PS1預估市場: 30-100

億美元 

 

PS-002 

950萬人(台灣1.1萬人)  

159.5億美元(台灣1億

美元) 

PS1預估市場:  10-30億

美元  

第二型糖尿病藥物市場規模 第一型糖尿病藥物市場規模 

資料來源：1https://xtalks.com/top-15-diabetes-drugs-in-2023-by-2022-sales-statistics-
3715/2https://www.biospace.com/press-releases/type-1-diabetes-market-projected-to-hit-usd-24-36-billion-by-2031-says-
coherent-market-insights3 10-20%  of its market 44 



產品 

項目 

研發 

代號 

適應症 取得核准 
收案 

國家 
研發成果 臨床統計結果 

PS1 

PS-001 
第二型 

糖尿病 

美國FDA/ 

台灣FDA 
台灣 

2024年9月PS1已完成第一期
A (Phase IA)臨床試驗(健康
受試者試驗) 

第一期B (Phase IB)臨床試驗
(第二型糖尿病人試驗)正在進
行中 

第一期A (Phase IA)臨床試驗(
單劑量健康和糖尿病受試者試
驗)，結果顯示>50%受試者可
降低血糖。 

PS-002 
第一型 

糖尿病 

預計於美
國FDA/中
國NMPA 

預計在
美國、
中國 

Phase II臨床試驗規劃階段- 
Pre-IND申請準備 

臨床前動物長天期及生殖與
發育毒性試驗完成 

Phase II臨床試驗規劃階段 

營運成果 

版權所有，請勿引用 
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產品 

項目 

研發 

代號 
適應症 研發計畫 

PS1 

PS-001 
第二型 

糖尿病 

• 預計2026年完成第一期Phase IB臨床試驗 

• 第二期Phase II臨床試驗規劃階段，預計在美國和中國大陸進
行臨床試驗 

• 預計2026年申請美國FDA IND和中國大陸NMPA IND臨床試驗 

PS-002 
第一型 

糖尿病 

• 第二期Phase II臨床試驗規劃階段，預計在美國和中國大陸進
行臨床試驗 

• 預計2026年申請美國FDA IND和中國大陸NMPA IND臨床試驗 

115年度營運概要 

版權所有，請勿引用 
46 



財務健全策略 

•開源-資金籌措 
1. 增資規劃(如國發基金)認股 

2. 導入策略投資人（國內法人／國際創投） 

3. 申請政府補助(A+補助) 

 

•節流-成本控管 
1. 預算控管 

2. 組織精進 

3. 臨床研究及基礎研究委外 

 

 

 

 

 

版權所有，請勿引用 
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藥祇生醫聯絡方式 
 

吳月禎 董事長  

Tel：02-27938665 ext 104; 0908868867  

 

林宛潔 發言人  

Tel：02-27938665 ext 103; 0975163411 
 

 

地址: 新北市汐止區新台五路一段93號22樓之1 
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伍、問與答時間 
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