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化疗药调控肿瘤免疫应答机制研究进展
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蛋白翻译后修饰与肿瘤免疫治疗
金晶，季鸣，陈晓光+
(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实验

室／创新药物非临床药物代谢及P}∽D研究北京市重点实验室，北京100050)

蛋白质翻译后修饰对肿瘤微环境中免疫细胞的增殖、活化以及代谢重编程等都有重要影

响．这或为肿瘤免疫治疗提供新的思路。
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PD．1，PD．L1免疫治疗在肿瘤中的耐药机制和研究进展
严时佳，孙蕾，万国辉’

(中山大学药学院，广东广州5lo006)

PD．1／PD—L1免疫检查点抑制剂是当前癌症免疫治疗的重要手段，但其响应率较低和耐

药的出现，限制了此类药物的进一步应用发展。发现更有效的癌症治疗预测生物标志

物以及探究免疫治疗的内在机制和耐药机制是取得突破的首要前提。
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靶向肿瘤PD．1／PD．L1抗体药物治疗中出现疾病“超进展”现象及其合理应
用研究进展
袁司辰”，赵慧锋“，吴昊姝，曹戟+
(浙江大学药学院，浙江杭州3l0058)

本文总结近年来在PDl／PD．Ll单抗治疗肿瘤中出现的肿瘤“超进展”现象，分析产生

该现象的潜在原因及初步机制，并进一步基于相关生物标志物，在抗PD-l／PD—Ll抗体
药物合理应用方面做一简单探讨。
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1741

化疗药调控肿瘤免疫应答机制研究进展
徐骏1‘2，耿美玉1，一，黄敏1，2‘

(1．中国科学院上海药物研究所，新药研究国家重点实验室，上海201203；2．中国科学院

大学，北京100009)

化疗药在通过细胞毒作用杀伤肿瘤细胞时，对肿瘤免疫微环境也产生复杂的影响。化疗药

可以作用于免疫细胞，抑制免疫细胞的增殖与功能，同时也可以通过多种机制重塑肿瘤
细胞自身的免疫原性，改变肿瘤免疫微环境，从而激活免疫抗肿瘤作用。
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代谢产物调控肿瘤信号通路的分子机制研究进展
王晓敏1，一，黄敏1t2+

(1．中国科学院上海药物研究所，新药研究国家重点实验室，上海201203；2．中国科
学院大学，北京100009)
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肿瘤细胞代谢通路的重塑，往往伴随着肿瘤相关代谢物的累积。部分代谢物，特别是已

经发现的癌代谢物，自身可以作为信号分子，通过竞争性抑制、蛋白质翻译后修饰、蛋 7茹i
白质的直接结合等多种途径，引起代谢非依赖的肿瘤信号通路改变，影响肿瘤发生发 同回+
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m6A在肿瘤恶性生物学行为中的作用及靶向治疗策略
彭彦茜，杜军，王红胜’

(中山大学药学院，广东广州510006)

本文围绕m6A的生物学功能，阐述其调控mRNA剪接、出入核、翻译及降解等行为的
作用及机制，研究其对肿瘤细胞增殖、转移、能量代谢、血管生成等作用及体内促进急
性白血病、肝癌、结直肠癌等多种肿瘤的机制。目前m6A相关酶的抑制剂正在研发过

程中，本文对m6A相关酶作为肿瘤治疗靶点的可行性进行了分析。
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非编码RNA与肿瘤免疫调控
郭乔如’，刘韵1，苏超粤1，王会2，张建业P
(1．广州医科大学药学院，广东省分子标靶与临床药理学重点实验室，广东广州
511436；2．广州医科大学附属广州市妇女儿童医疗中心，广东广州510623)

非编码RNA在肿瘤的发生和发展过程中发挥着重要的作用，免疫系统对肿瘤的发展更
有着复杂的作用。肿瘤免疫治疗作为肿瘤治疗的一个重要的手段，可以通过非编码RNA
调控肿瘤免疫来实现治疗的目的。本文就非编码IⅢA对肿瘤免疫的调控做一综述。
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1792

胶质母细胞瘤的免疫治疗研究进展

吕英琪“，陈曜星“，卫晨萱4，江淦+，高小玲‘

(上海交通大学医学院，上海200025)

本文主要总结了胶质母细胞瘤的免疫特性、其免疫治疗面I临的困难及现有针对胶质母

细胞瘤的主要免疫疗法。

1810

抗体偶联药物发展与进展

宋洪彬+，刘冬连，李鹏飞，赵季冬，曲妍霏

(东曜药业有限公司，江苏苏州215123)

抗体偶联药物(antibody．drug conjugates)将高活性细胞毒药物选择性输送到抗原阳性
癌细胞内部，发挥了抗体特异性靶向优势作用。经过过去几十年的研发，新一代抗体偶
联药物主要由无免疫源性的抗体、稳定的链接子和高活性细胞毒药物组成，尽管该类

药物还存在诸多挑战，但最近不断临床研究的成功促使抗体偶联药物越来越受到极大

关注和兴趣。
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肉毒碱棕榈酰转移酶1对肿瘤发生与免疫系统调控研究进展
张明神，杜婷婷，季鸣，陈晓光+
(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实

验室／创新药物非临床药物代谢及PI泖D研究北京市重点实验室，北京100050)

本文旨在阐述cPTl的生物学功能及其不同亚型在肿瘤代谢和免疫调控中的作用，及
其抑制剂的研究进展，为肿瘤治疗提供新的思路。 。筐毳
1831

琥珀酰辅酶A转移酶SCOT在肿瘤代谢中的研究进展
张智慧，王庆华，季鸣，陈晓光+

(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实验

室／创新药物非临床药物代谢及PK／PD研究北京市重点实验室，北京100050)

琥珀酰辅酶A转移酶(SCOT)在肿瘤细胞中的作用：肿瘤细胞长期处于的营养缺乏状
态可使得SCOT高表达，而SCOT可以抑制肿瘤细胞的凋亡和自噬，促进肿瘤细胞的生
长和迁移，并且通过增强酮体代谢过程，为细胞提供ATP，使得肿瘤细胞得以生存。
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1837

一种靶向钙结合蛋白s100A9重组疫苗的构建及其抗肿瘤活性研究
卢悟广1一，曹萌1一，桑明1’，蔡花漫3，曹鹏1≯，李荣秀r
f1．南京中医药大学附属中西医结合医院，细胞与分子生物学实验室，江苏南京

210028；2．南京中医药大学药学院，江苏南京210023；3．上海交通大学生命科学

技术学院，微生物代谢国家重点实验室，上海200240)

cTB—S100A9疫苗能够抑制肿瘤诱导的MDsC和Treg，从而抑制肿瘤的生长和转
移。
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1845

DEPTOR诱导Caspase一1介导的细胞焦亡提高食管鳞癌细胞顺铂化疗敏感性
段晶晶1，徐慧欣1，骆璞1，潘文俊1，董晓颖2，郑航卜
(南方医科大学南方医院1．肿瘤科，2．胸外科，广东广州510515)

DEPTOR可以通过增加caspase一1介导的细胞焦亡，提高食管鳞癌细胞对顺铂化疗敏感
性。
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1851

sTAT3靶点抑制剂Bt354抗前列腺癌作用及其分子机制研究
王雨辰，陈越，季鸣，薛妮娜，陈晓光+
(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实

验室／仓0新药物非临床药物代谢及P}：／PD研究北京市重点实验室，北京100050)

本文主要研究了sTAT3靶点抑制剂Bt354抗前列腺癌的药效学研究，并初步解释了其

作用机制。研究结果提示，Bt354可能是一种对S悄r3激活的前列腺癌细胞有效的抗癌
剂。
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1858

IL．17信号通路抑制剂细胞筛选模型的优化及应用
薛妮娜，季鸣，张明神，刘羿晨，陈晓光‘

(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实

验室／仓0新药物非临床药物代谢及PK／PD研究北京市重点实验室，北京100050)

HEK．B1ue IL一17细胞模型稳定表达人源IL．17RA／Ⅱ，．17RC异二聚体受体和Actl衔接
分子，同时还表达sEAP报告基因。通过QuANTI—B1ue检测SEAP的生成量，从而反
映Ⅲ一17A和几．17F介导的信号通路活化状态。建立并优化该细胞模型，用于筛选

IL一17信号通路抑制剂。

1863

不同刺激剂对人淋巴细胞活化的影晌

闰征，薛妮娜，季鸣，来芳芳，陈晓光‘

(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实

验室／创新药物非临床药物代谢及PⅪPD研究北京市重点实验室，北京100050)

cD3／CD28抗体、PMA“onomycin、SEB和IL27作用PBMC 24 h不影响淋巴细胞增殖，
但可以很好地活化CD3+CD4+和CD3+CD8+T细胞，表现为CD69的平均荧光强度显著

右移，并促进淋巴细胞IFN—y的分泌。CD3／CD28抗体、PMA+ionomycin、SEB和IL27
是T细胞活化的有效刺激剂。
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基于酶学名田胞水平的ID01抑制剂筛选模型建立与优化
来芳芳，薛妮娜，季鸣，杜婷婷，李凌，盛莉，陈晓光+

(中国医学科学院、北京协和医学院药物研究所，天然药物活性物质与功能国家重点实

验室／仓0新药物非临床药物代谢及P}：／PD研究北京市重点实验室，北京100050)

本研究以肿瘤免疫治疗相关蛋白吲哚胺2，3一双加氧酶l(indole姗ine 2，3-dioxygenase 1，

ID01)为靶点，设计构建了基于酶学．细胞水平的ID01抑制剂筛选模型并进行了动物

体内验证。
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Post-translational modifications of proteins and cancer immunotherapy

JIN Jing，JI Ming，CHEN Xiao—guang。
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Post-仃anslational modifications(PTMs)showed importam ef诧cts on me pmcess

ofproliferation，activation and metabolic r印r0乒amming of immune cells in

cancer microen、rim衄ent．This may pmVide new pmspect for the canccr

immunotherapy．
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Research progress Of tumor immune and tumormetabOUc drug targets

LIU Jin．弧，I也N“．wen，LI Sha，TANG Qin，LI Wan，ZHENG Xian鲥in，
Ⅵ後NG Jin-hua。．DU Guan-hua

(Beijing Ke))Lnbormory研Drug强rget Resenrch僦d Dmg screen．InStittlte可。
M口terin Medic口．Chinese Ac口derHv of Medical Sciences and Pe{cinR Union
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Tllmor imrnune microenvimment and tumor metabolic microenVimnment play

important roles in tumor．h this p叩er，we reViewed the research progress of dlmg

ta唱ets related t0 tumor immunity and tIlmor metabolism in recent years，as well as

the pr0伊ess of dnlg deVelopment and some problems we f如ed．
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The mechanism and research progmss of drug resistance of PD-1／PD-L1 immunotherapy in tumors

YAN Shi-jia，SUN Lei，WAN Guo-hui’
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Advances in hyperprOgressive disease Of PD-l／PD-L1 antibody drugs and ratiOnal drug therapy

YUAN Si．chen”，ZHA0 Hui．feng”，ⅥrU Hao—shu，CAO Ji

(College《Phnm∞euttcctl sciences．Zhejt黼g踟如e矧t)}，渤n弘hou 3 l 0058，

C矗砌口)

In this review，we summarize the pro铲ess alld potemial reasonsof

hyperpro铲essive disease caused by PD-1／PD-L1 blockade，and胁her discuss its

application based on the rational use of biomarkers for searching the benefit

patients．
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Mechanistic advancement iⅡchemOtherapeutic agents modulated antitumor immune respOnse

XU JuIll’2，GENG Mei．yul’2，HUANG Min“‘

(1．stnle Key L曲orato秽酊Drtlg Resenrch，Shnnghai Instttu把对Materia Med记n，笔糍端嚣嬲篇∞，咖研2一妙彻泐P ／／。絮⋯。＼Ac6tdemy oj sciences，Beijing loo009．Ch诫∞ ／ ＼

While killing tumor cells tllrough c¨otoxicity ef艳ct，chemomer印eutic agents also

have complex ef亿cts on tumor immlme microen、，imnment．Ch锄other印emlc
agents can iIlllibit me proliferation and劬ction of immune cells and can also

reshape me immlmogenicity of tumor cells throu曲v撕ous mechanisms，thereby

changing the immune microenviroment of tumors and producmg

immune．mediated antitIunor ef王．ect．
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Mechanisms of metaboUte-trigger曼d oncogenic signaUⅡg in cancer

WA NG Xiao．min“2．HUANG Min“‘

(1．state K叫Lnborato秽谚Dmg Resenrch，Shanghni hStitufe对Mater记Medicn．
ChtneseAcnde，札y影Sciences．Shnnghni 201203．Chtnn：2．un如ersity ofChtneSe
Acndemy可Sciences，Beoing loo009，Chtna)

Metab01ic remodeling in cancer often results in the iIl仃acellular accumulation of

panicular metabolites．Some of these metabolites，particularly those well-defmed

onco．metabolites，may exhibit metabolism—independent r01es as signaling

molecules，which may trigger oncOgenic si印aling V胁V撕Ous mechaIlisms

including com【petitive inhibition，protein post—tfanslational modifications and

direct protein biIldillg，and in tum promote cancer malignancy．
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The roles of m。A in cancer biology and its，．targeted therapy
PENG Y抽一xi，DU Jun，W蝌G Hong—sheng’

《school《Phnmnceuticnl sciences，Sun№t—sen Univers吼钒骶gzhou 5 l o006．
C忍砌训 。二
The present review summarizes biological mnctions of moAon splicin g'肌clear m瞻th’h”

，·。。。。一bIⅧtm

e)【port，仃anslation，and degradation ofmR NA．moA regulates the cellular mnctions

mcludmg pmllteratlon，m1铲atlon，mVaslon，mentallsm，and aIl9109enesls．As to c·帅州m蛳 ～
the加vf阳劬ctions，moA can modulate the pro盯ession of various cancers

r————————————11

I．．．——————．．—．．．．．————————————J
including acute myelocytic 1eukemia，breast，1iver and colorectal cancer．

Nowadays，me i11hibitors of moA related eIlzymes including FTO andALKBH5 are being developed．We如-nher discussed

the potentialtherapeutic values of moA alld its related proteins on cancer therapy and treatment．

1783

Non-coding RNA and tumor immune regulation

GU0 Qiao．m1，LIU Yhnl，SU Chao．yuel，WANG Hut ZHANG Jian．ver

《1．Gunn酚ong Provincinl Key Lnbomtory《Moleculnr强rget锄d Clinicat
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Non-coding RNA(ncRNA)plays a Vital role in the initiation and developmem of

tIlmor，the immune system also exhibits more compleX 6mction in tumor

deVelopment．As an important mealls of tumor ther印y，tumor irnJmunother印y can

be regulatedby non·coding I斟A to achieVe me goal of treatIIlent．Tllis anicle

sulmarizes the regulation of tumor immunity by non—coding RNA．
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Research progress in immunotherapy for glioblastoma

LU Ying-qi”，CHENYao．xm或WEI Chen．xuan”，JIANG Ganl，GA0 Xia0．1ing+

俾^DDf矿^匏妣拥巴舶口甩朗口f坍aD而馏咖fvP憎咖砌口，劬口f 2DDD25，国拥圳

This reView s啪marizes the imnmnological characteristics of glioblastoma

(GBM)，points out the difficulties for GBM immunotherapy，and ove州ews the

current iIll】mlmomerapies against GBM．

Hou B01”，ⅥANG Dang．gel，GAo Jin91，Ⅵ狐NG Huip，LiYa—pin91，寻u Ha¨unl’
‘。

≤圣茹茹勰揣血√．蒜黪善警This p叩er sull[1In撕zed the recent progress of ourresearch gmup about the ；圳 、l， a摹《毒茹 ．。：。 。

microenvir0111llem—activated nanosized dmg delivery system mDDS)f研e箍cient ‘j，1， 了F 譬％甜’ ‘n
。i

1810

AdVanced resea!ch and technology deVelopment of antibody—drug conjugates
SONG Hong-bin。，LIU Dong．1ian，LI Peng．fei，ZHA0 Ji．don g，QU Y撕．fei

《ToT Biophnnn．SuZhou 215123．Ch诫a)

Antibo(1y-(1mg conjugates(ADCs)aim to take advantage of the specmc时of
monoclonal antibodies(mAbs)to deliver potent cytotoxic d11lgs selectively to

antigen·expressing tumor cells．Advancements over the past several decades have

led to a new generation ofAC》Cs conlprising non．immunogenic rnAbs，Iinkers

with balanced stabili哆and highly potent cytotoxic agems．Although challenges

remain，recent clinical success has generated intense血erest in tllis ther印eutic
class．
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Research pr02ress of dendritic cens anti．tumOr vaccine stimulated by mRNA

ZHAO XingI'2，GU Y抽g．zhu01，SONG Xiang．ron91。

n．st饿e Kev Laboraton'of Btotherapy'W龟st Chln口Hospitat．sichuan Universt够，

C仇e，zJ2矗“6JDD4J，C而f胛以i 2．．S钯m CPⅣ口聆d，bJ“P点j，l砌Pe，．f，爝R￡，P以，℃|jz
＆聆据棚渤儿口幻阳幻w D朋咖ff龇m Qff Z砌咒s励删口勘咒R嚣阳砌，国加船P
Acndemv of Medic8l Sciences．Depnrtment oflmmunoio#9．Gmzhou Medicnl

己7hfvP，苫f舭G“fy口竹g 55DDD彳，C讫觑口)

Pulsing DCs with mI斟As is a new and highly promising modality in cancer

immlulotherapy．

SpecI∽㈣m11B∞mRNA- ●
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1824

Research pmgress of carnitine palmitoyltransferase 1 in tumor immunotherapy
ZI{ANG Millg—yi，Du Ting—tiIlg，JI Ming，CHEN xiao—guang。

(slme l：ey L曲or口tory可Bio∞tive subst硼?ces n硼Fu敝tionS霹Nnturnl
MedicineS／Be{Jing Ke)}Lnboratory cIf Non—ctinical Dmg Metnboltsm a确P融PD

S饥ay．hSntl毒te西MQteri8 Medicn，Ch讯ese Ac口demy《Medicctl sciences骶d ‘

Pek讯g Umon Medicnl C0llege，Be面ing l o0050．Ch{nn)

nis anicle aims to review the biological functions of CPTl and the r01e of

dif!f’erent sub白ljpes in tIlmor metab01ism and immune regulation，and the rcsearch

progress of its i11llibitorS，pmViding new ideas for cancer仃eatment．

183l

Research advancement of succinyl-CoA transferase S00T in tumOrmetabolism

ZHANGZhi-hui，WANG Qing-hua，JI Ming，CHEN Xiao—gIlang。

fScnte Kev Lnborat0n}of Bionc髓ve‰bstnnces n耐Funcnons of Nntu阮l

Medic协es／Be珏诫g Ke))Laboratory《Non—cl谳cal Dmg MetaboliSm姗d PⅪPD

Scudv．Instnute of M口ter记Medic口，Chinese Acndemv ofMedical ScienceS nnd

Peking Union Med{cal C0llege．Be西ing l o0050．Ch{nn) 7

111e role of succinyl-CoA仃ansfcrase(SCoT)in tumor cells：111e long-te咖lack
of nmriem status of tIlmor cells caIl make SCoT hi曲expression，while SCoT

can i1111ibit tuIllor ceU ap叩tosis and autophag弘promote tumor ceU铲oⅢh alld

mi盯ation，aIld pmvide ATP to the cells by enhancing ketone bodies metabolism，

which aUows nlmor cells to survive．

original Articles

construction翌d anti_tumoremcacy of a P号ptide Vaccine t争at targets c鸭!ium-binding protein slooA9

黼糕麒墓一擎j赣oU飘iversi砷ofCh讥ese Me出c{ne．Nanlin仨2l0023，Chin口：3．slate Kev涵啦薛：i々蓣篾、
L曲or口ton，0fMicmbiai MetcIbotism．School ofLife Science∽d ，莠j ’
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CTB-S100A9 Vaccination inhibit t哪or induced MDSC and Treg，thercby suppress t啪or铲owtll and metastasis
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DEPTOR improVes cisplatin chemOsensi6vity in esophageal squamous ceU carcinoma ceUs by inducing

Caspase-1-medi璺ted pyropto!is
DuAN JiIlg-ji哄XU Hui—xinl，Luo Pul，n州wen-junl，DoNG x沁yin92，
ZHENG Han91。

(i．Deparlmenl可oncoi0影．2．Department可T的rncic S嘴e唧．Nn嚏缸ng
Hospitnl．soulhem Medic8l UniverStt))．Gtl骶擎hou 5 l 05 l 5．ChiltⅡ)

DEPTOR can imI)roVe cisplatin chemosensitiVity in ESCC cells v胁inducing

Caspase-1·mediated pyroptosis．

shDEPTOR

KYSEl50

Clsp㈨n 20 IlgmL

Oh 18h

1851

The antitumor activity of S’I’AT3 target inhibitor Bt354 and molecular

WANG Yu．ch即，CHEN Yue，JI Mjng，XUE Nj．na，CHEN Xjao．guang。

《st口te K叫Lnbor口to删oj Bionc舢e s曲st姗ces吼d F姗ctions oJ Nm"at

mechanism of anti_pmstate cancer

Medictnes7Beijing Ke))Laborntoq对N0n—clintcm Drug Met曲oltsm and P融PD

Smdy．Instliute对Mnterin Medicn．Chlnese Acadenly西Memcnl Sciences强d

Peking Union Medicnl College．Be{jing l o0050．Chin口)

In this study，we inVestigated that the perfomance of ollr preVious reported STAT3

i11llibitor Bt354 as a potem aIlticancer agent for STAT3 actiVated prostate cancer 。⋯。。
cells．
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1858

The optimization and appUcation of ceU-based screening model for IL-17-mediated signaUng pathway
XUENi．na，JI Ming，ZHANG Ming．1'，i，LIU Yi．chen，CHEN Xiao．guang’

《sInte Key Labornt0秽町Bionclive subst锄ces锄d Funcnons西Nntumt
Medicines愿eijlng Key kborntory可Non—ctinic口t Dmg Met曲0l{sm觚d P勋PD

sludy．Institute碍MatericI Medicn．Chinese Acndemy霹Medicnl Sctences锄d
Pe聩ng Union Medicnl Conege．Be珏ing l o0050，Chin砂

HEK_Blue IL-17 cells are stably transfected with the IL-17RA／I{C hetemdimer，

the Actl ad叩tor molecule and SEAP receptor gene．The SEAP secretion detected

by QUANTI—Blue solution is in response to the actiVation of the IL-1 7A and

IL-l 7F-mediated si弘aling pathway．The叩timization and application of

HEK-．Blue IL-1 7 cells model is t0 screen the targeted IL-1 7 signaling dmgs．
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1863

The effects of different stimulators on the activation of human lymphocytes

Ⅵ≮N Zheng，ⅪJE Ni．na，JI Ming，LAI Fang—fang，CHEN Xiao—guang。

fstnte Kev Labo，Intorv ofBionctive Substnnces nnd Fmlcnons ofNatural

Medicines，Be嵇tng K纠LaboratoH of Non．clintcal Drtlg Metnbolism nnd PⅪPD
studv．Instnute 0fMaterin Medicn．Ch讯ese Acndemv 0fMedicnl sciences nnd

Pehng Union Medicnt CoHege．Be珏ing l o0050．Chinn)

111e proliferation of lymphocytes had no chan2e after eXposed of CD3／CD28

antibody，SEB，IL27 and PMA plus ionomycin for 24 h．However’the CD69

exDressions in CD3’CD4’aIld CD3+CD8+T cells aIld IFNy Droductions were

si擘皿ificantlV increased bV CD3／CD28 aIltibodv’SEB，IL27 and PMAplus

iOnomycin at 24 h，indicating mat CD3+CD4+and CD3+CD8+T cells were

activated under above．mentioned stimulated condition．CD3／CD28 antibodM SEB，

IL27 and PMAplus ionomvcin were valid stimulants for T cell activation．
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Establishment aⅡd Optimization of an enzyme-cen based high—throughput screening platI．orm fbr ID01 inhibitors

LAI Fang—f抽g，XUE Ni—na，JI Ming，DU Ting-ting，LI Ling，SHENG Li，

CHEN xiao．guallg+

fstate Kev Lnbornton，of Bioactive S沁bstances qnd Functions四’Nnturnl
Medicines／Beiitng K叫L曲ornt0n)of Non．ctinic口l DrtlR Metnbolism and PⅪPD

sfudv，Instilule of M往ter洫Medicn．chinese Ac砸em，of Medtc斑sciences and

Pe弑ng UnionMedical C0nege．Be嵇ing 1 o0050．Chinn)

111 mis study，we used the tumor immunotherapy protein indole锄ine
2，3．dioxygenase 1(ID01)as the ta娼et，and proposed an enzyme-cell-based

teniaDr ID01 inhibitorhi曲mmughput screening platfom．胁her，we Verified

the illllibitory actiVity of me ID01inhibitor伽VfVo．
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EstabUshment and application of STING agonist伽一l，ff阳screening model

Ⅷ蝌G Ming_jin，FU Rong，JLANG Hui-min，JIN Jing。，CHEN Xiao-guang

佑缸据KPy三a6DM幻w D厂曰f0口c打w Sh6娟翩c甜口，zd Fk以c打。门s Q，。Ⅳam阳f
MedicineS／Beiiing Kev Lnbornton，of Non．cl{nicnl Dnlg Metc面oltsm nnd PK／PD

s纵dv．InStnute of Mntena Medicn．Chinese Acnden哆西Medicat sc{ences nnd

Pehng Union Medicnl ColteRe．Beijing l o0050．China)

IIl mis study，based on THP-1-Dual cells and THP-1 K0-STING cells，a screening

method for STING agonists was established by detection of luciferase．
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