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Objectives

Explain ways to tailor diagnosis and care to the individual
Where we are now?

What are new approaches we may be using in future?

Examine several new treatment trials and how they may improve health outcomes

Duration of therapy

Things will likely become a bit more complicated but lead to more patient

centered care and better outcomes




Treatment Shortening




TB-PRACTECAL - Efficacy

Primary treatment outcome: mITT

Cumulative incidence of unfavorable outcomes




Bedaquiline, delamanid, linezolid, and clofazimine for @+I¢E§§®
rifampicin-resistant and fluoroquinolone-resistant

tuberculosis (endTB-Q): an open-label, multicentre, stratified,
non-inferiority, randomised, controlled, phase 3 trial

Lorenzo Guglisimetti*, Uzma Khan*, Gustawvo EVeldsquez™, Maelenn Gouillou, Mubammad Hammad Ali, Samreen A mjad, Farees Karmal, m

ArmanzivanA bubakirow, Elisa Ardizzomni, Elisabet h Baudin, Sagit Bektassow, Catherine Berry, Maryline Bormnet, Vijay Chowan, Swwine Coutisson,
Zhanna Dakenowa, Bouke Cat herine de Jong, Luoang Van Dinh, Gabridla Ferazzo, Ohanna Kirnekosyan, Nathaliel achenal, Leomid Lecoa,

Helen M dileron, Kwabisha Kunda M iloenda, Sengio Mucching-Toscano, Wirm AMuolders, Heba b Mushroogue, Payom Mahid, Dong Van Mguyen, L t R M d

M hu g Wiet Mguwen, Lawrence Oyewusi, llaria Motta, Samdran Panda, Sandip Patil, T hoong Huw Pham, Dat Thueong Phan, Ha Thi T o Phan, a nce esp e

Patrick PJ Phillips, Jimena Ruiz, Prabarshinie Rupasinghe, Naseem Salahuddin, Epifanio Sanchez- Garmavito, Kworgju e | Seung,

M eseret Tamirat A sfaw, Dante Vargas Vasgu ez, Michael L Rich*, Francis Varaine*, Carole D Mitnick*, for the endT B-Q (inical Trial Team+ 2025 : 13 )
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# with favorable outcome/total (%) Risk difference (05% CI) S

BDLC growp Control group
Week 73 :
miTT 1417163 (B7%) 7SrR4 (B9%) » 0-2% (01 ta §-5)
Fer protoood 1385157 (BH%) TLTH (93%) ; - -3 5% (-12-8 to 5-9)
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Favors control Favors BDLC

Figure 2: Primary efficacy analysis at week 72 between the BDLC and control groups

(A} Forest plot of primary efficacy analysis at wesk 73 in the miTT and per protocol populations, adjusted by stratification factors. The non-inferionity mangin of -12%
it shiowm by the dashed wertical line. (B} Forest plot atweek 73 of the risk difference inthe prespecified subgroup analysis, stratified by baseline tubercubosis disease
extant. Favourable outcome was defined as two consecutive. negative oulivres incheding one betwesn weels 65 and 73; or favourable bacteriological, radiclogical,
anid clinical evolution) at wesk 73 after mndomisation. BILC=bedaquiline delamanid, linerolid, and dofarimine. miTT-modified intention-to-traat.
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Fiaure 3: Kaolan-Meier plot of time to relapse (from treatment completion) by baseline exctent of tuberculosis disease inthe miTT population



One size for evervone?

, Standard Duration:
b | | 6 months RIPE (Drug Sen TB)

6 months RPE + moxi (INH R)
6 months BPAL (MDR TB)

6 months BPALM ( MDR TB)
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Remember to Ask: |
What does the TB Community Want?

* Safety Efficacy
* Tolerability Time
* Pill burden, side effects Shorter Treatment Duration
“Home Time”

\}/"T One Size Does Not Fit All

Public Health Action Sept 2023, Makone et al
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How can we give each person what they
really need?

TO GET THERE WE NEED to IDENTIFY

Disease phenotypes —define the extent and type of TB

Assessing immune response
(endotypes)

Host directed therapies (HDT)

-
K

Look at long term health not just microbiological cure



Stratified Care - Precision Medicine

Giving each patient what they need
° Right Diagnosis
\\V (
Risk Stratification & I a @
Algorithm e, \
Low @ Optlmized @ Drug combination ®
Mod Risk/Benefit @ Optimal dose
, Ratio :
High Duration
® 4 months
6 months
® 9 months
/ Right Patient Right Treatment
\/*\ With gratitude to Dr. Rada Savic for sharing her work a number of

subsequent slides are hers or from her publications.
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ORIGINAL ARTIC -

Precision-Enhancing Risk Stratification Tools for Selecting Optimal
Treatment Durations in Tuberculosis Clinical Trials
} Marjorie Z. Imperial''?, Patrick P. J. Phillips®?, Payam Nahid®?, and Radojka M. Savic'#?

* Goal: Develop risk stratification tool to assign optimal
treatment duration for each patient

* Risk score successfully grouped participants into

* low, moderate and high-risk

* Requiring treatment durations of 4, 6 and > 6 months to
reach 93% target cure

* Four-month regimens were noninferior to the

standard 6-month regimen in the low-risk group

o
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Table 1: Summary of main outcomes from 4-month treatment trials

Trial Regimen N Failure | Relapse Favourable \
n (%) n (%) n (%)
2RHZM/2RHM 568 4 (1) 46 (8) 436 (77)
ReMOX 21 2REZM/2RM 551 1(1) 64 (12) 419 (76)
Control 555 3 (1) 13 (2) 468 (84)
RIEAQUIN 22 2RMZE/2PM 165 2 (1) 19 (12) 135 (82)
Control 163 2 (1) 4 (2) 155 (95)
>3 2RHZG/2RHG 894 12 (2) 101 (15) 548 (79)
AATARDS Control 662 16 (2) a7 (7) 548 (83)
2HPZM/2HPM 791 34 (4.3) 668 (85)
539" 2HPZ/2HP 784 63 (8.0) 645 (82)
Control 768 11 (1.4) 656 (85)
2R1200HZE/2R1200H 186 9 (4.8) 167 (89.8)
ilFASHDRT 2R1s00 HZE /2R 1s00H 186 9 (4.8) 161 (86.6)
Control 187 2(1.1) 174 (93)

R, rifampicin at a dose of 10mg/kg; H, isoniazid; Z, pyrazinamide; M, moxifloxacin; E, ethambutol; G, gatifioxacin; P,
rifapentine; R.,q0, rifampicin at a dose of 1200mg once daily; Rz, rifampicin at a dose of 1800mg once daily.




ARTICLES

medicine

https:Adol.org 101038 /s415971-018-0224-2

Corrected: Publisher Correction

A patient-level pooled analysis of treatment-
shortening regimens for drug-susceptible

pulmonary tuberculosis Imperial et al

* Using pooled patient level data identified populations
eligible for 4-month treatment by:

* Analysis of 3,405 participants

* OFLOTUB, RIFAQUIN and REMox TB which evaluated 4 months with
a later generation FQN regimen or a standard regimen

* Control RIPE x 2months; Rl x 4 months
* |dentification of hard-to-treat phenotypes

/—tAssessing Impact of adherence and dosing strategy
\~/k\



Easy-lo-real ‘ Hard-lo-lreat Lessons from the DS
D ‘ Phase 3 Clinical Trials to
g, shorten treatment
0 -
T - duration to 4 months
0
B
2o
o)
D07 .
c 9 HRZE/HR Failed
'g“g | 2HPZM2HPM 2HPZM/2HPM Failed A : :
R 508 . {PZELH Failad Phase 3 clinical trials failed because of
E IMRZE/MR IMRZE/MR inadequate response
054 2HRZMIZHRM , 2HRZM/2HRM N hard_to_treat patients
02 4 6 8101214161820 0 2 4 6 8 101214161820
Time since treatment start (month) (imperial et l. 2018)



OPTIMAL DURATION FOR HRZE

Predicted optimal treatment duration

150 +

50 +

Number of patients

$23% S J 48% 5 & 29%

lowrisk @ @noderaterisk ® @ high risk

-

Home > American journal of Respiratory and Critical Care Medicine > List of Issues > Volume 204, Issue 9

Precision-Enhancing Risk Stratification Tools for Selecting Optimal
Treatment Durations in Tuberculosis Clinical Trials

OMarjorie Z. imperial ' Opatrick P. ). Phillips 23, Opayam Nahid ** and DRadojka M. Savic 123 L@ I

+ Author Affiliations



MORE INTENSIVE TREATMENT CAN OVERCOME PHENOTYPE EFFECT .
MORE INTENSIVE = HIGHER EXPOSURE

Easier-to-Treat (23%) Harder-to-Treat (24%)

1.00- ry—r
T T NALUre Communicatons
a na ,é (0,854 "‘i
E 0490 = & e e Articla It kol oo MM A M GT-O-503T 7
g g & -
3 08 3| oss 3 Risk-stratified treatment for drug:
il il H H
2 0501 Regimen - N E— g susceptible pulmonary tuberculosis
[l m m
= = Control X X
o 0759 E .75+ '8
= . )
£ o7 — Rifapentine £ V70 g Roceived: 14 May 2024 Vincart ¥, Chang”, Marjoris Z Imperial™”, Patrick P. 1 Phillips 8,
K = (.70+ = Gastive E. Veldsguer™, Payien Mahid™*, Andrew Vernoe”,
5 — Rifapentine-Moxifloxacin || © ft Azcptech K depiomben 224 hwerina . bt s.::sw-.d.l.'. ﬂi::d:r:nh-nl’,
T 04 055 Pl i 50 Chantsr 104 Suman £, Dormman®, John L Johnson® ™, Marc Weier", Ern £, Stemere’,
_F_'I'I T T ¥ T T T T B Wil Whitwerth®, Wandy Can®, K E. Bryart”, Duren Burten®, Klly E. Deobay"?,
= _ B Check or pcriza Melivsa Engle", Pheana Neduga™, Andreas ML Diacon™, Nouyen Viek Shung™",
o 1005 1,00+ Rodnay Duwscn™, Radoka M Savie @™, AIDS Clinical Trioh Group” &
= = ' Tubaredeai Trisls Cormortien’
0 sl % 0 105 0
= 0.95 : .95 E
gt
3 0904 - D =
£
£ 08 3 0.85 % s . .
8 8 Disease phenotypes defined by:
S 080 2 0.80 =
C X . H Xpert CT and
£ 070, : £ Disease extent on CXR
0.6 065

Qg 2 4 & 8 10 1 02 4 6 8 10 12



Proportion of patients

TREATMENT OUTCOMES IN DR - CLINICAL TRIALS
NIX, ZENIX, TB PRACTECAL

Low risk patients do best with BPaL and BPaLM

High risk patients may need treatment > 6 months

A .Baseline characteristics
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C. Baseline characteristics
+2-month culture status
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Number at risk
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RISK STRATIFIED MEDICINE IN CLINICAL TRIALS

Randomization of Control
regimens (1:1:1) Control

Duration

Eligible

parsons
I-:r:iiths BPalLM 17w

RR-TB

g

—m

S Supponing. Mobiizing. ang - g
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2Dl .

BCPH THE MSERFCAR PEOPLE i

=\ =

R/



PReDICTR goal: Derisk transition from preclinical
to human studies
Learn from failures and successes

1. Mouse models: “easy-to-treat” versus “hard to treat”
2. Lesional pharmacokinetics (PK) & pharmacodynamics (PD)

3. Pathogen burden and health during treatment: CFU & RS ratio

Tool #1
Easy-to-treat versus hard-to-treat mice

* Patients with cavities & high bacillary burden drive trial outcomes

Easy-to-treat Hard-to-treat

,j



Lesion Coverage: Do steady state concentrations

reach cMBGC:so or cMBCs in caseum?

Tool #2
Lesional PD

1. Does drug have intrinsic potency against caseum Mtb phenotypes?

Ex vivo caseum model
Activity against non-replicating,
metabolically quiescent Mtb

Beh (1 Drug X
) alEy -
'..--Sr"‘f’_\ {q:'}i:- ;
] 4 'F‘_“% ----- . E-": .
s ot T gy '{l-‘:.‘-.l |"L:
4 N o 0
o i ]
gy, e

Infected with Caseum excised
Mtb HN878v & aliguoted

Sarathy, et al. "Extreme Drug Tolerance of Mycobacterium Tuberculosis in
Caseum.” Antimicrob Agents Chemother 62, no. 2 (2018).

Concentration -Response

8

7 i

g 7

5 3

4 Low High> .

3 3

< 2

1 oniazid 1 Bedaaquiline

0 s " = 0y o & =
s =2 2 o s © o o

~— - L - -— —

Concentralion (uM) Concentration (uM)

cMBC;, and cMBC;,
Drug concentration that kills
50% or 90% of Mtb in caseum
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Tools to quantitate bacterial growth and
health of MTB bacilli in a patient

Tool #3
Evaluate pathogen burden & health during treatment

 CFU Colony Forming Units

* Burden of Mtb capable of growth on solid agar plates

* RS ratio

* Ongoing ribosomal RNA synthesis, a C{"{S)

R Consortium for Applied
measure of “pathogen health” MICROBIAL MEpTPF{ICS

o S >
;\\ &
N
»
\
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WHY did the XBQU Trial Fail?

PAN-TB XBQU tnial

2-stage, Phase 2b/c to identify 3-month or less regimen

bedaquiline (B),

quabodepistat(Q),

sutezolid (U)
+

pretomanid (Pa)
or

delamanid (D)

------

STAGE 1
Regimen down selection

ARM 1
Randomization DBQS 4 months (N=43)

111

ARM 2
Ellglble adult PBQS 4 months (N=43)
participants

with newly ARM 3
diagnosed =
DS-TB HRZE 6 months (N=43)

From David Holtzman (Gates MRI) prese:;mtation at TB“-
Science meeting November 2025




Drug Penetration into a Lesion is Critical to Overall Success

Lesional Liability

Stopped early due to lack of efficacy to shorten therapy

Back-translation of XBQU
PAN-TB XBQU trial . Why do regimens have varying lesional liability?
Hard-to-treat population
* 22+ smear grade Lower liability Higher liability

and

* Radiographically advanced disease 2-drug substtution

BPaMZ —— " Ereoy > PaBQU

* bilateral cavitation, cavity 24cm or 22
lung zones involved

Adding DRIP plus sustezolid




XBQU regimfans . | S
Lower efficacy in hard-to-treat mice D

C3HeB/FeJ
T95 is nearly twice as long in
C3HeB/Fe) mice “Lesional Liability”
[ ] Low efficacy in
— - C3HeB/Fel relative to
e ' ' LS 2 Mouse Strain BALB/c mice
-~ C3HeB/FeJ
’ 8%4 . -~ BALB/c
BDQU 157.5
o . Hypothesis is that limited
efficacy in complex lesions
28 42 56 70 84 98 112 126 140 154 168 . .
T95 (days) due to inadequate lesion

coverage leads to under
performance of XBQU

BPaMZ



Intrinsic activity of drugs against caseum Mtb phenotypes

Drug cMBCso (LM) cMBCs (LM)
moxifloxacin High
bedaquiline M2
sutezolid 1.4 16
bedaquiline 2.1
pretomanid 3 70
sutezolid M1 44
pyrazinamide
quabodepistat >512 Low




Integrating PK
Lesion coverage at steady state

PaBQU

Caseum
concentrations over
casMBC90

O0mgq ooy <——  Nearly 24h above cMBC,,
PMD 200 mg 4 OCOIIITIITITITTTITTTTT
QBD30mg4q UIIIIIIIITITIITTIIINIINT

P P
\ 4 )

» '\ J

S AT AN R SS

-4
o
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0 4 8 12 16 20 24 Caseum Coverage
PMD good coverage but only at MBC 50

SZD limited coverage and only at MBC50
QBD no coverage




TB Alliance Research Agenda

Roadmap to next transformational treatment paradigms

ED ONE MONTH <<< /é&

Oral/LAl Regimen

development Long-acting
injectables (LAI)
technology

Sorfequiline/SPal

LAl Development:

\/ « Sorfequiline  » Telacebec

» Pretomanid  « Others

: = i

ORAL REGIMEN OF SINGLE INJECTION OF

\/ SPaL(X) SPa{X) \/
Given for 30 days Therapeutic for 3+ months Sorfequiline or TBAJ-587
1-shot treatment for

No pre-existing resistance
Latenmt TB




What is sorfequiline and why it is important

10x greater potency

BDQ () SFQ S
L compared with BDQ

jve @ — |
@af T | »- ’ :
L N Yo Potential to shorter
| (G}
. treatment duration
Bedaquiline (BDQ) Sorfequiline “ll
« First-in-class diarylquinoline (DARQ) (SFQ) design g°a|s: Lower likelihood of
« Novel mechanism of action . Increase potency resistance emerging
« QT prolongation « Reduceleliminate QT effec e X
— Reduce/eliminate QT effect ACtIVIty agamst
o — ————— BDQ-resistant strains

Propostion surdving

nchuded
Lxtermevely drug- resatant, bedsasdine not inchaded ; ) . ) obse rved in p recl inica l
Extenvrvaly nhv.)Y:.rsr.l.)vv'. r:«h;mnu w"- hoded = : s : . d ® - o r cl i n ica | stu d i es

0 2 i »
4 Mohicnug-resistant or rifampicie-reshstant; bedaquiine ot } ? : No Q1 pro ong ation
— Naltsdrug-reustant or nfavgeon-reusiand, bedagudine inchaded
L
3 2% ¥ 5 65 78

Ta

e SNCe DeatTnent inaiation (weeks)

Bedaquiline Resistance developing faster than initially

projected; 10+ % in many areas



We have maximized treatment shortening with
drugs, disease phenotypes and regimens...

Cure of TB disease does not equal health.

* WHAT NEXT?

* Use defined disease phenotypes to study:
* Underlying host immune defense and response to MTB

“

vV,

@r/
s—

* Target specific immune (endotype) with appropriate host
directed therapy

o
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Bacterial Nutrition

burden BMI SEX, Age

Factors other than bacterial burden impact outcomes




MECI Understanding the patient's endotype will likely allow
specific HDT targeted to the patient’s immune response
(immune suppression or immune restoration)

Tuberculosis endotypes to guide
stratitied host-directed therapy

Andrew R. DiNardo,’* Tomoki Nishiguchi,’ Sandra L. Grirnm,*~ Larry S. Schlesinger,?
Edward A. Graviss,” Jeffrey D. Cirillo,® Cristian Coarfa,“~ Anna M. Mandalakas,’ Jan Heyckendorf,”-&%

Stefan H.E. Kaufmann, %172 Christoph Lange,”-%% Mihai G. Netea,'*'* and Reinout Van Crevel'**

2021

TB Endotypes

Distinct molecular profiles, with specific metabolic, epigenetic,
transcriptional, and immune phenotypes.

Characterized by either immunodeficiency or pathologic excessive
iInflammation.



Both TNF and IFN y
have narrow

therapeutic window
= : :
No single immune correlate
of protection yet identified
Deficient "Just right" Exuberent
TNF or IFNy TNF or IFNy TNF or IFNy . . .
— What is protective in some
@p\ - .
=~ can be harmful in others
Mtb intracellular Mtb Macrophage necrosis
survival clearance Mtb extracellular escape

N\
X\



Tuberculosis Spectrum of Disease
We may be missing up to 50% of TB patients

Infection tleliminated Latent TB Subclinical Active
l infecti TB di TB di
With innate or With acquired intection isease isease
immune response* immune response
Mycobacterium
tuberculosis
PN
AP
— —— —
Granuldma
Lung
Heart
TST Negative Positive Positive Positive Usually positive
IGRA Negative Positive Positive Positive Usually positive
Culture Negative Negative Negative Intermittently positive Positive
Sputum smear Negative Negative Negative Usually negative Positive or negative
Infectious No No No Sporadically Yes
Symptoms None None None Mild or none Mild to severe
Preferred treatment None None Preventive therapy Multidrug therapy Multidrug therapy

Biomarkers may assist with earlier diagnosis but not yet ready for prime time




Host protein biomarkers distinguish asymptomatic TB in an active case finding study.

Pedersen JL et al; IJTLD Open 2025

 Participants recruited from a nested study within active TB case
finding study in Vietnam
* TB disease (positive Xpert and culture or an abnormal CXR ¢c/w TB)
* LTBI (negative Xpert but positive QFT Gold)
* Controls

\v/‘"\_ * Most asymptomatic or had only one symptom

e Screened with 9 Protein panel

* IP-10 and IL-6 significantly elevated in individuals with clinical TB
compared to both healthy controls and the TBI cohort

* |P-10 most effective single marker with specificity of 95.5% but
sensitivity of only 32.9%

* Suggests measurable changes at transcriptional level are
present in early TB Disease and are associated with the
inflammatory response to TB Disease rather than LTBI




Post tuberculous Lung Disease

Clinical and Transcriptomic Risk Factors for Post TB lung disease in a cohort of Kenyan Adults
Zifodya et al; Am J Respir Crit Care Med Feb 2026

* Prospective, observational cohort study; adults with newly Dx
B

* Post TB lung disease defined as abnormal spirometry at month
12
* 6 months after completion of 6 months of standard TB treatment
* PTLD patients had more cough and dyspnea
* Prior TB more common

* PTLD found in 50.2%
* 29% Restrictive (FVC < 5% %, FEV1/FVC > 5th%)
* 21% Obstructive (FEV1/FVC < 5t %)

s

\/ 2
f

y
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Clinical and Transcriptomic Risk Factors for Post TB Lung

Disease (PTLD) in a cohort of Kenyan Adults
Zifodya et al; Am J Respir Crit Care Med Feb 2026

* Post TB lung disease defined as abnormal spirometry at month 12
* 6 months after completion of 6 months of standard TB treatment
* PTLD patients had more cough and dyspnea
* Prior TB more common (adjusted odds ratio): aOR 3.2
* Increasing number of CXR quadrants involved at TB Dx: aOR 2.0

* Novel differential gene expression at TB diagnosis and after
completion of treatment

* Restrictive PTLD: early inflammation and immune activation which
mitigated at treatment completion

* Obstructive PTLD no differential gene expression at diagnosis but ongoing
inflammation and differential gene expression present at 6-month visit

-
K
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Recommended Host Directed Therapy in TB | , |

* ARTinHIVTB
* Adjuvant steroid therapy in TB meningitis

Clinical Infectious Diseases —
IDSA GUIDELINE o "IDbA

Official American Thoracic Society/Centers for Disease
Control and Prevention/Infectious Diseases Society of
America Clinical Practice Guidelines: Treatment of
Drug-Susceptible Tuberculosis

Payam Mahid,' Susan E. Dorman.? Narges Al h,' P M. Barry.? Jan L. Brozek,® Adithya Cattamanchi,' Lelia H. Chaisson,! Richard E. Chaisson.?
Charles L Daley.” Malgosia Greemska,® Julie M. Higashi,” Christine . Ho.® Philip C. Hopewell," Salmaan A Keshavjee.” Christian Lienhardt®

Richard Menzies," Cynthia Merrifield," Masahiro Narita,'* Rick 0'Brien,” Charles A. Peloguin,'® Ann Raftery,! Jussi Saukkonen,' H. Simon Schaaf,™
Giovanni Sotgiu," Jeffrey B. Starke,"® Giovanni Battista Migliori,"' and Andrew Vernon®

FICO Cuastion B: Doas the use of adjuvant coarticostaraids i
twuberculous Mmaningitis provide mortality amnd morbadity benafits?

Recommendation B: Wa recommeand mnitial adjunctwe corticosteroid
tharapy with daxamathasomne or pradnisolone tapered owver 6-=8B
waaks for patents withh tuberculous Maningitis strormg
FECorrTTrendalion, moderals cerfamfy i the evidanceal).

zlity in people with tuberonlbosis: a systematic review and meta-analysis. Lancet
Imnfect s 2003; 1322337,

—
\*\ - ilraechdey 1A, Yowung F Cerrton L, Garmeer P Corticosternsids for Preven e ol s -

p
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achieve treatment shortening

Target inflammatory mediators: Enhance immune response
* dampen inflammation - « Strengthen immune responsas
* curb immunopathoiogy - ~» * Imprave memaory responses

* imprave lung function

& I
g’:' . & :;k\
., AA
€y o
e} 2, 'o‘
: e { ‘
Disrupt structure to Enhance macrophage

improve drug penetration bactericidal mechanisms

Synergy with ongoing GSK
partnership (iPSC and GWAS
platiorm for HP1 discavery)

0

2 4

Standard Therapy
Drug-sensitive

LONG TERM
Utilize

immunotherapy
potential to achieve
cure in less

than 1 month

D
Exploit novel host directed therapies to TB Alliance

Drug-resistant

NEAR FUTURE

Identifying 1-2 novel adjunctive
therapies with demonstrated
potential for treatment shortening
to enter pre-clinical development

in the context of TBA novel regimen



Roadmap to next transformational treatment paradigms

By e o A

Sorfequiline/SPal development Long-acting
injectables (LAI)
technology
\/ LAl Development:

« Sorfequiline  « Telacebec

‘} » Pretomanid  » Others
Phase 3 study @. - » TBAJ-587

ORAL REGIMEN OF SINGLE INJECTION OF
Given for 30 days Iherapeutic for 3+ months Sorfequiline or TBAJ-587
No pre-existing resistance 1-shot treatment for

Latent TB
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