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Figure 1 Basic structure of the TFEB protein and the key sites that
affect its transcriptional activity. Ser: Serine; Ser142: phosphorylation
site at Ser142; Ser211: phosphorylation site at Ser211; Gln: glutamine
rich region; bHLH: basic-helix-loop-helix domain; LZ: leucine zipper
region; Pro: proline rich region
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Figure 2 Relationship between TFEB and mitochondrial autophagy (mitophagy) and mitochondrial biogenesis. Mitochondrial damage leads to the
accumulation of ROS and promotes the nuclear translocation of TFEB. TFEB directly enhances the expression of PGC-1a, activates autophagy-related
genes, such as NFE2L2/NRT2, to promote mitochondrial biogenesis, or directly promotes mitophagy to reduce mitochondrial damage. Mitophagy
deficiency, or the excessive mitophagy-induced production of inflammasomes, can aggravate mitochondrial damage. In addition to TFEB, SQSTM1/
P62 can also promote autophagy by promoting the interaction between AMPK and ULK1, activate NFE2L2/NRT?2, facilitate mitochondrial biogenesis,

and reduce mitochondrial damage
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SEHER SR M R G EH TAERY, AR,
MeEpE B RS HIMZ AT M, REIhge. FEIEMR
WL B e RiAR ThRE O i, ATP Re A%, IR [ B 25 G 2
13k S 2 T TFEB# 5 A vl iR P PGC1-a
FIPPAR G G AR, (Rt L iR Th 5™, FEYLR IR
', TEEBRJ {223k A R 7 A« g Py R S A A A

S5 3k

YER, (R RS ) v HR AR B R /N BRI AR PRI AR U 25
AER R A L8R BRI P, TFEBIT %1% il 42 i ig
AR, THE=TFEBI/N, AN AWEA 2 T 26
MRS B IR E T B WTA N, TR B ik
P G g5 A M AR R T, DA B 5 IO S AR ) 9% &
O Bk Sk bk 2 1 e vE™Y. TFEBE vl il i s34t
WS TN R B A BRI TAE .

5 Ba5RY

IEIATFEBRIBH A3 3 1) 32 KE. fEA—MEK
HE) SRR 7, TFEBIE G ML R 1 BRI A
FE RORE MR USRS IR A ORI H RS
AT E . TFEB AT IEE B B W sGE O T EE
BRhG, DRLL, S Co M8 s HA T AE IR T = . i,
TER 8 275 S O ARG T Y, mTOR-TFEB-IKK
=5 A SR AT LI EINF-«BA S 1 20, 7E BRI
I, TFEBE 05 AMPK a1 [ I T B8A I 2
R TE 70 78 B4 b (O TFEB ] 47
ATG54 5 (1 E Wy O U URIEBE I £ 00 2 T R Bihg ™)

JHe B RE B 51 S PR FTLA0 A% 7 B 52 i fik B AR 1
Tia, HE O T B O LR A B A ELAE R ML v o
WFFREN. DA RN, TFEBRI LA 7 R PER
FIFRE, [FIR T T B WA R 2R IA, M e it
dREENR, 8D T LPSEE S M2 2R R 4
LI 28 RE AN 2R AR 45451, BARTFEBRT 2k A Fa 2
IR L AT K TR T S R . (H 2 B AT X TFEB
S LR R AR RS AR J B B O T I D RE AR
IEEA L, IR T EAWTIRAIRER, I AAH ISR
HIVEIT FE AL B I 7 I AR AR . 78 AR SRR A B FL R
TFEB W] B 2 Bl (1) 43§ HLAR.
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Regulation of TFEB and mitochondrial homeostasis during
sepsis complications
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Sepsis is an inflammatory response syndrome caused by host infection. It is accompanied by multiple organ dysfunction, which has a
significant impact on the cardiovascular system. Myocardial dysfunction in patients with sepsis includes inflammation, mitochondrial
disorder, oxidative stress, and low metabolism. Mitochondrial dysfunction can cause myocardial inflammation and even heart failure.
Transcription factor EB (TFEB), a transcription factor that regulates autophagy and lysosomal biogenesis, acts as an important
regulator for maintaining cardiovascular homeostasis. It plays an essential role in the regulation of mitochondrial biogenesis and
mitophagy to maintain cellular homeostasis. In this article, we summarize the recent research progress made in understanding TFEB
and its role in regulating mitochondrial function in sepsis. We also discuss the potential role of TFEB in cellular homeostasis during
septic complications.
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