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Abstract

To summarize the mechanism of hydrogen sulfide (H.S) via AMPK pathway mediated autophagy to
protect intestinal mucosal injury in sepsis. The relevant literatures in recent years were syste-
matically searched to review the mechanism of H,S via AMPK pathway mediated autophagy in
sepsis. The level of H;S is related to sepsis with the protected function of the intestinal mucosal
injury. The mechanism may be that H,S mediates autophagy by AMPK signaling to reduce the in-
flammatory response. H,S mediates autophagy to protect intestinal mucosal injury via AMPK
pathway in sepsis, which is expected to become an effective therapeutic target for sepsis.
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1. 5]

FHREEAE R SN RERT BLAE M 795 5 (ICU) G B R F SR T M B B R K2 —, 78 ICU P IR BEAESE T2 % ik 36%
[1]. 2018 FEHRERAEE CANGYT T P B W, RERAEROHT 8 SO RINE 308 G AR S S 2% 1 T B
Fe e dim A H IRERRAST 2], IiE R MRFAE K N2 38 B IIRESDB MBI & T, UG, SN B TAH
by S AL A Ao il B A B B 0 P e S S o o s e B VB B BIA T S D RETE IR [3] [4]. JiaklifR b Bz
FT L AL ) 2 45 L Rl A D ) I Th RE T TIP3 1 B B A (5] BRAL S (HS) 2 3 AR SR A L 3T B < UAAAE
ForT, TN 2 AR M EOE I B R R, IR BIETIRE, W ORI ERE T A

2. H,S M RRIA R RF1ER

FEVHFLAN YA A T HoS | L-2F e 2B A w2 D iR VR 77 A, 2 S el R L s 8- 5° - R IR (PLP) ik
HVERGAL R, FRONIEAREE B-A B (cystathionine B synthase, CBS)FIEAREE y-22f# i (cystathionine-y-lyase,
CSEWLAA U5 A i) HoS AT DAL BRSO IEAG A , [E)ISS 4 LSS & RO AR o B R R 1 AN At s Bt P T 2K
EAFAELRII T . HoS RSN AR S AR R Eh B BR 2, SRS B AR I AL S 9 B, e it i e it
DA K i R P Tt e R 5 e % T 5 PR SN s — PR Sk A R BREBE [ 6] o WIF 0 R IR 3 K BRI AU (CLP %) IfL
KRR RS2 H H,S WRET &, HAEMKCHES CSE MREACTANEMEH I 258, 54 H
H,S ZE il DL-pR I IE H BB (PAG)IBTT , MUFFAR T ALLH HyS &8, 1 B4 1 83 BLR A7)
R, HoS SMRERRE ) R ARk R 3 UTAH 2K

WL, H,S wILANG N B R, 2 B TR RSP R 245 51 e B R . AL ] Re 2 id
I PR TNF-o. 4R HIIERG PR 70 7-1 ICAM-1) BTFURRZ B2 RIERAEDURAE 8] BhSERESR[9],
48 1 98 K R PE IE YA A A 23 R G BRI SE 2, R HoS ARSI R FH&: 45 T HaS #
FIGRE I Z 40, HZAN MPO W& R38N 45 TANEYE HoS )5, 45l 1) SOREFRE FE B 9848 , TNF-a. IL-18.
IFN-y S5 R MR T HFRIE T . XL R HyS S 2 REAH ¢, 78 400 RN IEYE HoS FH sl fe e
ORI N RN LR B 548 S R s AMIE I HoS X il 28 hE A VR AEH

ik
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3. BREIERRIPIRBIERXFEIIRER Y

JHR B3 (1) AR 5 A2 WLAA O] B8 G 1) G 28 S AT o E R BERE AR N Uk 30, 4 o 0 D W 2 e ) S
FAR[10], HUAEE B RRAE 4R R0 AR S S A AR TR 11]. EWE AR VI, AT LAR Y 2EAE
FREFE N TR FiE AL B I o R EERE R T (NF-xB) K TL04000 2 AHSER 1 2 (NFE2L2)IKIL, 1R
BERET- 4R MRS B, AT AR A 12].

W AE IR B3 e, SRR TR SORE OB, AR S SRS B I RORE SR . AR, TR
AT Z N AERG-1 A5 00 BT DUER S/ BR G 52 IR BRI B R R 3 [ 131 1 B WoRH ) T A DG Rk (R 0k
DA 5 P U 5 W89 1 T DA R B /N BRI A7 S8 145 B Ao /N FL WA S 3 1] 7 (A7) 4 e P T m ]
JIEE fig 2 B8 (LPS) % 5 1 2 B 845 (AKY) [15], 10 FWEEUSE N ERF SR ER0+H BE5 RyEH
[16]; TEMERE/NRBA G, AR FECO RS, @i mTOR U H WK ONEThEE, &
BT ONURIRUA[17]. BFFUERIL, bRl A WA CHE R 4B (AtgdB) AT b R EEREAR S il 4t 6], 1
R Atg12 MR W R RE i B AT AR R [18]. BhAh, EREBE N RER SN B RN EE R
LPS FIZCti[19], T 4 [ Wk 2 400 il e 253 R0 2 I e JOSE, AT RS I BB T2 2R 201

BRI, R — ARSI AR, 8 X S 4R B A 1) B 1 03R40 B2 1) P08 B R A g 4t A
SLAFAE T B3 S BE F1[21] BRSKER 22 BRI FE B [ WEAE 98 RE I 2 o 28 22 del 2% 0 B4R /S 21— 5 DR 1
F, H,S o] Ll 2 A4ME Sl ME0E H M, 4 AMPK/mTOR, PI3K/Akt/mTOR Fl miR-30¢c 215 51 5i&
1175

4. H,S & AMPK BT HE

WA UERE L], H,S W4 AMPK i@/ T HIRIEMH[22]. AMPK I8 6HEEE F7 15 5 )N 2
SRV SR m U T, — BRE0E, AMPK SRR NURYD, HlE e, (e AR, ik
IR 5° - =B A e K B . HoS 4 AMPK BB R T B WA UL F =FhHLH] .

1) BREAEI(NaHS)TE S Ak SR 15 v n] DU 0 CaMKKA/AMPK #1 PI3K/AKT 15 5 i@, i
LR b AR IE D) BR & 2 i DNA POLG fl OGG-1, Rl OXPHOS iiftE, VK& LRk AL, (R ZekifA
IhiE[23].

LR AR A0 2 G SR AL SR U B S, 375 1 SEU(ROS) A AT 4804 I AU A 1l R A et R v AR T 38 s F 1) 7
YV, EIRTZRARR TS, ROS A BCS TH BR AN 3 BUA R, 51 A SRR AL
7E ROS [/~ B FE bt EEAE A, M H SO SN BUREE 2 . HLS AT DUIE I A, TR
e AHROARIT . JERE . 4R AT A SO 2 Bl B AR B AR . AMEYE HLS I EGE CaMKKp/
AMPK Fl PI3K/AKT B AT B9 T HUADTSEAE . R Zebife, 35T mtDNA 25
IE. SaE 0 TR E AR BT HURGTEAT A 23]

2) HMETE HoS AT Nrf2-ROS-AMPK 15 5 4 il e MBS B 440 R0 3 I B2 | W, AT AR 4
PR [24]0 i LRE 5 5 L5 9 B2 40 ROS F=/E 3, 38 ROS 5 80™ & A AL RLIAE ATP (197~
Hgb, ERTBLEOE AMPK (5 5@ . RREEAT EEROE ) AMPK 5 SiE o SO E H R, {ESh ki
BN MM . AMENE HoS AR 7 AIETE HoS 1774, T HARYT 1 Bk A e 4 ZET: . R,
H,S J#id Nrf2-ROS-AMPK 15 518 I 6 18 52 (1557 P 15 200 0 1) s 184 M 40 L 1) i 2% o

AMPK 2 & 3 40 f fE SR AS I SR T IR 7, AE4EFR A MRS 7 T 6 B MR FH[25]. it
WA, 16 s MR SMIEPE HaS 155 AMPK SGE2E I T 2 P ON,  FRAR T 80 A REORT I A8 98 9E[26]
[27]. F4k, FEE MR 25 T NaHS 1697 iT LAMG 55 AMPK FIBEER1L, Ao pEARIT[28].
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3) H,S w] DL i 3 AMPK/mTOR 3@ B B0E FFIE B, BRI IS H il =BR(TG). B WEAEH il =88
AR AL E AR, H0H] B RT CARAR TG 7RI BE B [29]

H,S /& [ W B4 Sk ), o H i = B8 fUAE (HTG) AN AR kS 2 5 5 F(NAFLD) B A 4 1E FH . W
TS W A P R 0 PR B SR, R XU B A IR RS [ A, SRR AR RS Y R B VA EEAR, SR
J B VA R A AR D B R AR TG A W M B S BUIR T s, i e T RR(FF A UL, &
B 07 A2 11 1 & 9 NAFLD AVHTG. A, I IE AMPK & (3l e B Wk se 7, 5 BUH NG DT
k. H,S it AMPK/mTOR 8 Bl ST I (B W im &, FRARIAE TG /KF, #5123 NAFLD [29].

g5 LATIR, AMPK BERE BN ATP 19784k, & F WS BRI 7o LT IR0 SRS f ) 14
mTOR, il HA plnT DR BRI RE[30]. Kk, AMPK /S04 mTOR B ER b A& A6 B4 mT
FF 2P E AR E RS B WS 2 AME 5 IR TR, AMPK/mTOR J& HOGHE IS 5 ik
1Bo HoS SRR E AR AR R R B ZLR TR, AMEYE H,S 387 AMPK/mTOR i B%i% 5 H W, B 7 AT
PERFIAH R E R DhRes, X OIhRE. AR, MR IERES R A EEEME 1. SEr#— SR
H,S #3% AMPK/mTOR f_EiEHLE], RN T i AMPK/mTOR BB Ak 5 1) 2 Rl AR 3220, Kk H,S
PEAA L F T 1 R B L PR R AR AR

&
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Figure 1. Biological function of hydrogen sulfide mediates autophagy by regulating
AMPK/mTOR pathway [22]
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