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Abstract

Fatty liver disease (FLD) is becoming a major cause of chronic liver disease in China in recent
years due to an aging population, improved control of viral hepatitis, and the prevalence of obesity
and alcoholism. Fatty liver disease is divided into alcoholic liver disease and non-alcoholic fatty
liver disease. Although the pathogenesis of both is different, they will eventually cause mitochon-
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drial dysfunction and further lead to liver injury. Porphyrin is an essential precursor for the syn-
thesis of chlorophyll, heme, vitamin B12, etc., and an important step of its anabolism occurs in mi-
tochondria of liver cells. Mitochondrial disorders caused by fatty liver disease will further cause
porphyrin anabolism disorders. Therefore, we believe that the detection of blood porphyrin can
be used as one of the indicators for the detection of liver damage. And provide an effective target
for the treatment of fatty liver.
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1. 5|

JIE 07k 5 (fatty liver disease FLD)s2 LUHT- 2 I i 77 ot B 2 AR A 5 2 1k R A1k £ s PRSI BE SR B 1 o
FLD BRI AR AL AN S8 4xii 28, H ATV IERE PRI BRI B IRAN R #2595 2 FLD
RARSERIERL] [2]. PR —F i 77 AR (e R A NS BT URERIE SRR D) Re, &
AT LA SR AR AL 20 M 1] f) e B e e, AR NARARU B A REE S B A o P[] k75l A ) R
FERAL, BRI S AL I R AL . S HT A SR R PR 4] 2B R [5]07 T B AT T
DU 3 FRE P 2 3L, AT FRAN 85 D00 b ek R A g TN i 0 1 JHE 05 F A 3k — 2B R U R A R A A2
AT DO RE T HH RS T 3R B R o ASSTRENIRARIE FLD AR AR LLSRAE

2. APPSR
2.1. IMf R ELLEY

NRIRK[3] (porphyrin)it —SR K TG o JRAMIR SRANBRAT I A SIS 2 (1) = F b mk[3],
Forb R AN SE MR SRR AT, AN REA B2 45 S TR B SR ko PRIA B RO AR B D RE, M
FEYHARL P FE A2 il I MR AN SE IV R A RS s, (ERAT TSRV ERETIRE. EHRA T, ArEbls
BB T E G IR A AL &3], 40 S BRBC AL (Y I 203K DA 35 A — Sy S8R RL L 45 # Py i
G, LS YI[B] L EAHE 5- AL O IR . MALE . i3 B12. mamss, Hrb 52k WA
e P AAE T A AN AR R A R, 2T IR S A S SR R TR . A0 R A AE
TLEVR N IS BRI RAT AR, B A S AL SOD. WLAL B R4k 2 #0d A il POD. i %4k
Mg CAT IS PET 0 [6]. B H R IMRA— > M Bk e T4 a, HAEHAET), S 5EMMIRMN 2 fE ik
RBNEBN[3]. BribzAh, MARIERLLE 8RR, 8K, RE T4, 4 2 TIARE 1707k
HAMMIMAES, MAREALHRAHMNEER D, S5 ZAlma & 585 . 484K B12,
NAR N E K (cobalamin), ‘&2 5 NARAMIACH! . REMTRR IO & M RERIIZE R, Ry AR T 8 S
UEfr e AR (R A) VAR KBS A EE BB Haa0S il e e res
ERMEEGAR, FNERAGIL. @5, JUR. REEEEREZ MR,

2.2. AN A AR R
CLE B A2 PR BB AL . FEF SRR 3], AR R IR H 2R I R AN e S T g A
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A5 IAE ALA B Bt (JHF I A I 20 25 5 10 B T 1 ) PR HE AL A2 i 5-22 55 ST TR (LR 6- 28 -y~ I PR
ALA, d-aminolevulinic acid), ALA MZERiAY BLRI405, 75 ALA BiKEERIMEAL T, Wi T ALA B2
P4 T 7K T FROIE €8 3 SR (U RR I IELIE, 2-% H 3-4- 3 2. 36-3- 30 FR R LK), SR, 4 4 TG R T o RIS,
T 2 e DY nt g, 225 JRARIRER 111 & i (uroporphyrinogen 111 synthase, X FRPRANIEER 11 [5) & <
uroporphyrinogen |11 cosynthase) {448 &, T RURANRIE 111 2S5, PRAUNBRJE 1050 ER MR AL R nh ik 111
(R UUAS 2R 45 ) Fi R A8 Sy FR S, AT ZE M Bk R 111 (coproporphyrinogen ). 31 Bk J5 48 Ak il i A He
PN TR 5 G E A IR AR R M, DT AR PGSR 1K, P20 2o P JBE = P JER b S5 1X S A G 1
IR 2 ANANER T, TR T BA KILHifk R JEN IX. f 5, T4 H4 W (ferrochelatase) i 44 TV 2% 55 7
FFENIR IX G5 & A R . Hod ALA Gl FEnMk S 0EE . JEinb itk 5 8 Ab g . kB & B AF(E
TFLRifhrh, I AMEEAAE T R .

3. RERAMERTRRY & RS
3.1. EREMERT A & R HLH

RS E AT 75 (ALD) & — b o TR P 170 SRS A AT, SR R AR 2 AR I R o TR A2
WARLFEHEWTARE S RE T VERT £ 4EAC AT REAR 7], 20 1 oA PERT 28 . TEREPERG AT < AR 1R B 21 4
AR, SRR VIE . ALD BN FRUTER EBE ETHES, WRSTER L C Oy 3 E 5 32 2
TEVERHR 2 —[8]. REERFR ARG R A, T ERFE TR LA B E . Sz
fiv AACNIRL A AR PERAEY . BRI R AR S RNA 252 58]

3.11. BEERHEKEHTY

A T I A ) B R R R A R . R 2R R B, B 5 AR AT DNA
gity, FRIRESCERE ARG, EEERE S PERBIE RS RS E s RER A, MER
EH BKIhEE[9], FHiE K AN AN T . BRI RS JORE . 40 M A0k o7 =1 B AN 27 4 28 Rl [10]; 3G hm
FEF 200 L 3 S5 2K 10 R B A R M 4 — A% 7 R (NADH) 15 80 TF 2 10 MR I o A e — A% 7 R (NAD+) (14 EL 51,
SRR IR TR -2 AR D AP AR A 1 s SRS R AR RINE Y, S TheeRs, S
Ae & A AT Z SR> %S kupffer 400 ROS. 4l AT s b R 7 [11]: ek Aoyl b, (kN
RO0L. MAh, ZEEAR A& AR A A B AR JFOIR A, IX T A 1) 46 2 5 TR RS M TR FOMLAR . ZERT
Erf, 5 =R R B RGENT QR GEAL) . T2 TR i A (ADH) . 4t 3 P450 RSi(EE 2
CYP2EL)FIi S b S [12] o e P B4 e 25 14 B = 400 (n 1) T A I i ST JEOIR A, T g 2 T
SEERE LY EE[13] (I0 CYP2EL), CYP2EL #2137 Z AR Kok ik 2 i AL R G 6L, AT LA &
R A, A B TR SRR E LN B, FAFREE R, B S EUE R TR .

3.1.2. it

S PR [ 102 A N 2 Rt e (Cn R A AR) =28, S 5 Al pAS i 72, N5 2 R AR YRS,
WA IEE . MEAK . MAUMA R AT REsE. EaMEIEENNRZHBALF, S ERDER
FEAE M PR, R RN AR OIS R T DA A, 51 AR SR N I A PR e AR B . FFA
A2 40 P IR 1 7 A B SRV RT 200 B IR 3 1 (O S s o 4R DR 7 AT RS R RO RE . SRBE. TR 4EALTE
TRORS M I8 (0 R AR R R b R A BB o OB 38 i RIS I8 &, Hdid toll BESZ ARl kupffer 41
XA RBSHUR . Kupffer 4 HiE 16 194G 5555 0 W N B4 B TNF-a. 40/ (IL)-6 1 1L-10 /3
(1) ROS J A P B 4534, 3k A BB 37 R A s 11 2B it g
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3.13. |

TPORS FFF 1 ) e BB A ML A [ 1412 FF5 5 1 B 2T ORI Bl -2 T 5K P 480 A0 38 19 B8 0 5 K PR <= 348
JEEAH CYP2EL (& &, FHAENFE b i £ ZAUW 5 Al 1k AR AN S A SR ¢, e S AE AR 4K
ADH /%, SN 2 ok i 2 AL RSE(MEOS) K L X Bl CYP2EL (G =k, Z ARG
HlE. 28T LS SRR ) CYP2EL SKIG5R ROS MK, AN A & Fh i 78 (& 14
(ROS)KU, X2 H T &M T AR 15 5 B R 3 SRR R = A 1S 0 . P U35 B CYP2EL. ZRAiAART
Wk Kupffer 20035 4k . 20 B 52 G 3 v B AL B AN S S0 . g I A b b . Al IR 777 AR 5 S I A Ak
[15]0 o i G800 PT R VA 15 5 1 JHF 25 P o A 2 PP SRS, BT Ay A ) MR 4 o P 240 2 I P i Ak
B9 0 BEIRAL[16] o ZEVEURG PR B D7 T w4 Sl 0L 390 ) 60 By 0T 1 T S 5 400 B A0 JFF U 0178 B 2 ™
ARG ABAL, X AT RE S P IEME HO-1 FiA ¢, 293 HO-1 L Ry RS Mg 5 28 1 AT 3 V4 /R 4%
i, IXEELE TR, FA R L7]2 5 BUFF G P05 A R 5 1 48 B Th RE R A 09 JR R 2 — o Lu 55 A [18]
/N RSB AGIE R T CYP2EL fiTA: AL RIERT Reilid CBEFH 1L PPAR i 0 AR B R A,
L FENENIT . CYP2EL MKH LA . S5 473 A1 Kupffer 40 0E 1T 55 2 L B0 B IE 1) 2 VA
M.

3.1.4. BiEREM

JY7 T 36 35 1 1G IN [ L9148 N g & B It RIS M AR PR 45 S o IR 30 23 2528 B P RO A 2 A, Bk
AR Z2 FEIE[20], 3P i BR A O TR R i TE RGBSR R AR IR 45 G, SN T 4H B IS 2 BE(LPS) S [ 21],
BE— PRI I8 B R, AT ZEAR P9 A 15 1 2 REDE A - Thurman [22]55 AR FEIESE T B2 kuffer
1 0 843 R 200 B AL (2 TN £ A5 1 P49 o A P

3.2. dEERBMERE I ERT AR & BHLE

PR PR IR 7 M P95 (NAFLD) 72 8 TG e 52 178 A0 G A B it (%) JFF 40 55 TR R P 880y, DA IR 7 22 14
FHERIIE R ER LR A AE[23], Bk YE, e —MisRi2Wi[24], 7FZEEFIERE TS0k 5 F1>5%0
JHAH M P AEE R BT, FF ELBA RS 18T F S5 I IR By SRR R IR CEE S IR, B Bl s P DA B el Vs AR )
F I T 4% o FAE AL 28 e o PRSP AR i P 0 00 s 7 T R SRR R L e o AL PRI R s TR A G
2 51 S L T 400 1) i LSRRI [25] [26], 2 AR D) BE R A CLFm i PRovs « Il S5 AR 25 B 1E B 5
NAFLD #H3%[27].

NAFLD F 5 25 2 AR B2 tH 2 9T o5 RS A o 32 B0 SR BN PR 3 CL A 1 5% 2 HRBu g A IR o AR 52 452
AR, g m e, A AR A R EEAEA . BT, B DU LR AR L 4
WRAE RS I 7 FE IR R AL R R A s 1) i B kht[28]: 2) MesARi 4 [23] [29]: 3) MaiEf
EVIEE: 4) RUWBAES: 5) HIERAE[30]: 6) BkIhAERIS[31]: 7) S [2]. H TSRk AR i
RAFHLE] B RIS “XGEEBIR[32]” , Hoh “EE AT R NRIDIE I R AR, B S
APERIR A, 7E NAFLD 8835 vh 1P A7 75 1R Jk 5 3R AR BT [331 U N ZE I AR B AR B rpke SGR e - ik
By FALHURIBE J5 1 e 19 5 2R IUAE 1T Rg - S BUH I S IR DT RR (FRA) IR« & il PR 43 A0 K AR T
g, XATREFBUNAMAR RGN, (IR 52 2] “3 k4T ” . AT 51K 2RE ORATEAT VI
Wifn. “HRITE AR SEURR S SN A SEE27] [34]. N EE[35]. 4-FR R EIAmmE. (2R 4
R BRI R AF 4E 4 il [32] . kA S5 T B DT R (FFAS) AL, I B TEES(ROS) I
BRI [27], K2Rk T RE et [36] FI REFE 1 SIX P Ah “fids” SFRIFEOIER . AW, BTk
FEFIIRES K2R 371/ AH ELAE FH » DASAS ) 2% B R 2H S (B8 IR 1D 2EL 23 JER IR e AR IOk ) 2 T ) e A4
Wiz AR T RE RS [38] BAE, ARTERG PENR 5 1 0 B A ML &M s AR S “ 2 Rk d T, (Hi
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JIESJHE R R B 2 R0 5 | PR JHF D R 0 HEAR AP AT R 2 “ 55— [38].

Yoon HJ [32]5 Nt 1 AEIERS PR IR D5 B 000 A i L1 5 TR B 2 HET - Ui 25 I T e 2 R v JR B8 3% 1
FE TR ARSI E ] - Rk DhRERREAG . SORERNENG R T BN A E S TLRs Ml
PR 2%, Quentin M. Anstee [39]45 A$2H NAFLD FAmALE DL R IR : 1) BTN IES
P£; 2) b-FI-FFA EAE FE AR P2 A 0 B B R 4b kT IR SA AL R8s 3) B R MtIrd 5 T2 0E; 4) 4if
K7 R 5) WBIMI(ER)S. Sung-Hui Tseng 5 A [31]adid 2 5SLEGUE B 1 P9 53 I R B AT DL it
N IMLAT A AN 2D 3R BB I IE Hb A, BT A Rk 7 AR E, DU ERAT
AR A T KA B = KT R B, DR TGRS PR AN i 2 1M 21 3K 2 i — DR A

4. TEXEMERE R AT FREORDER A

MINRARE A2 i — 2 H L 20 3K A ) 5 pad A b A RO MM AR SR SRR R0, B T E RS ST o 7 S
AR 7 W E AR CL R LTI : 1) BEiEvEcse, SR nl4l] 1 BB S RESF I, S EURINHOR
BHR, ST RETRBIA. BIETE S . 2) KU KR B RIR T 2R i) 58 B 1A 251
[40] (BIBRLARIG R AT WAL/ DAR), kiR ROS BITE R, FECAACRIL, 15K 20 i 58 AE 5248 |
T B MR PO A [32], 3 U RS E MR WA M . TRk (0 26 — B R 5 — 2 R AR AR ki f
PR SR 5 AP TR 5T DA 3 5 ok A T R T 2 P AR A

Yulia Baburina 55 A [8]if i K SRS SLIGUE W 1 215 T LS I 3755 17 mPTP DI RE ) & FH B RIE )22
e, IS BERARCR IR E . BRINGR, B BEANALMXIG . 2048, @& N[420F ADEEUR
IR RIxT 168 FI T Dy AR i 55 A1 94 BN PEF . 32 ] FRE X MR 2E 1 if nh kAR A i3k AT T
BT, G5 R WK A PRI 5 3 T B S W DKo Aziz 25 N [43]4E 34 91 T IEZN & vh L2 21
79% M) B FENIRAE FR TP HE R B R0 . PR ANRSRT RAQU O 28R, AT I b A2 L 4
WARIRES, 2 SARE R AEVEY A ], TRIERATTIA O, JRS P41 107 2 B9 I 2 b 2 ™ SRS
BEINZRI R ROS IR, #ETMT B B, SHE ™ EACH AL -

5. AF/ERE MBS i M BT fos UM

P AL P R S — Fof DAL 2 3K 250 B RIS SRR ot P2 A 2R A0 e Tt DA R A P A R
[44] o B HE A2 21 38 A0 45 1l A 2237 T, A6 A QA o i 4% 5 B A P o SR IRRRE 4 U1 SR O R P55 »
Fe A AE A BRI B S AL R R T B 7 /R M 20315 oMM I AR AL, HIFE A 5 % B
IR R A R BRI T B . AR IR SR AL S0 5 S e B A 1 EEALGLRR AL, it b
G0 DR B R A P R T2 P 2 RSP It R [4] o AR TR 2 A 1 A 2 S 4 B i s T LB e
HAEAR I AR PEIT RADATAE AL . 2SR Ak B AT b, R 2 How e BT/, i rlad /3 (4
MU R, (HA A HAB A2 . RIS R AR 005, S3RA TA g AR RS 1 g 00 1 s 5 341 o
SUVERGIT T, JEAAEAENNACE K EL . AT IRBUREE R, SUELR A ™ EIReREeg, #im 5 E R
R, SRR SOESE, RN IERE I ERT 28, SR )5 BE/NE 45K KRR, 7™
A A P M A AL

Chatterjee %5 A [45]38 1 /)N 5 SZIAIEST T ZE MW 1N 11 03 B AT D042 S e VP A I J e JEE s 1 e
Antonio Grieco %5 A\ [46]iH 1L S5 AIF 78 2 W AR PRSP 1 1 12k A 28 7T RE 55 2 e T & A 25 AN B AR A %
KR BRI 2 X I B SR R e 5, [, AR R (0 B PERL A AR 2 PR AR T SOk 14 pa50 s
T o FH K LR A 4 BT AT 3R A AU, IR 8 3 o 06 L S 5 RO IR o i 7 49 7 A ) A7 T B
RS IRATHIBE OGS R— B, LORLIR G K SR 2 I 20 1 38 A R I W PR ITE R I SR B IR T, ki h
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WIS 1 AR PRI PR e A R i B, 2RI K. BT I AR /D SRS i At
PR RS A, e B ELACH L. DIk, TR AR AT T AN e A

EL 3%
CARNIE]

6.

o T ST P I AT 2 T 2 D) PR g AL Ty e R A 1T A R A 5 5

B gk

iR =]

ZR IR, I8 07 s 78 IR HH ELOR 1A T BE R 5 I T AS AT I 2R L, 2 it — P R R,

-y AL T P Y SN Can i B2 o e P i o= R B RS TN S AW NN 0RO W LS S i W
W PR &, BE— DA A R B A AR A TT DL i IR T SR A R R
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