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Abstract

Coronary heart disease is one of the common causes of death in the middle-aged and elderly groups
in China, and its pathogenesis is based on the lipid infiltration theory, retention response theory,
vascular smooth muscle cloning theory, oxidative stress theory, Ca ion overload theory, and in-
flammation theory. Among them, the roles of bilirubin and superoxide dismutase during oxidative
stress have been gradually emphasized. In recent years, a large number of studies have shown that
bilirubin and superoxide dismutase have antioxidant effects, and their concentration levels in
venous serum are related to the degree of atherosclerosis. The special high-altitude and low-oxygen
environment in Qinghai Province promotes the increase of oxidative stress in the organism, and
the increase of oxidative stress may aggravate the degree of coronary artery lesions, but there are
fewer related studies. This paper reviews the role of bilirubin and superoxide dismutase in anti-
oxidant and their relationship with coronary artery lesions in patients with coronary artery dis-
ease who live in high altitude areas, so as to provide reference for the clinical prevention and
treatment of coronary artery disease in high altitude areas.
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1. 518

SEEAR BN Bk s RERE AL M 00 JIF 75 (coronary heart disease, CHD), fRiFR7aCodps, oo 34 LAl 2 5h Bk Bl bt
AL BB i 5 BUE IR I pe A2 . DIV BERAT, DLOSR AR EERIIEA, I ™ ERE A O
IHRENE G0 o8 1 ek ok e s A M e IR BN K ZR B AE, R A B0 LA B SR T F R 1] (R ELG I
RS BOmRE 2022) AT R AL R o, v E O MU R SR AL T RS T B, SR E G
MEHRILE N 3.312, Hoj om 1139 7, oKL & 5 AR E .

Al 76 Lo B R R LI FE 45 SR AN G —, AT B ) A 1) 1A R ) kB [X 33l ik s
B i S BUE e e, A b, M. Sk BEIRE S &P aR B /A T, LDL-C il
AR A R HENE BEZ KA, R AR I 2 1 [ 8 (oxidized LDL-C, oxLDLC), fNEE A B4
P BAZAARAN M A MR R TR A AR AR A, BB DR kNN, RRAE N AR BRI Z, R
W R AR B NN IR By BRI, B 51 K S A A oXLDL-C, 528 i TRk 4 M 7 1 e 5 1) 54
FEREAL R AR i T 25 80 VRN AE AL LDL-C JE RO A A s 7, il gifiEanE
Wk £ 6 i 2 AR 22 AR K R AR R A T, B IfiL /MR U AE K BRT 1 (platelet derived growth factor, PDGF). %,
H 420 A K K1 (fibroblast growth factor, FGF). JMYB¥AFELE + (tumor necrosis factor, TNF)-a Fl /1 3
(interleukin, 1L)-1, {R@EEHR 1A AAE B 3EN PRI T 240 B R 31 a4 R AR SRR A0 B 52 &2 (bt
iR T B o s = A A R F S KO FE R A A R R 1, 3R -y TNF ARS8 5%, /£ PDGF #
FGF MIYER T, P NLANM A A BT RS 22 Y IS 34 58 . 7R FIMLEIRIPE FH T, i Sk SU A N 41 4 AR i
WAL S AT AEDE IR [2] 0 AHIRHIE T RN A 5 RE S MR (=% B . M H i =8, BRIRE e . fiER)
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S R PRIR AT AR 1 I S R R A T O R R A T S R R R 3] [4] -

AR, BEEXT CHD ABHARNIT T, RIE TGN ER R RN, SR SN N2 5 R0 R
AR R LA Sy, FEHLHAIE I A T R 1400 B A A Bz T RERR b AT 51 &Gt Ca i [B] - ZRRLAR I
W e HR R A AR DL 2 5 R SBT3 T 0 L R 4 R S VRS (reactive oxygen species, ROS) =4,
Z 5 I R A — AR EEE(NOX) . B S ALBF(XO). R &l . — A A G HE(NOS)FIkE A1k
YIEALEE(SOD) [6]. N B D RERERT AL A BB NG N, S EN B A NOS (eNOS) B4k, BT A
A B 7 B — 20 A, INE O SR I[7]. AREAOCSCHERIRIE, KRS TICARE T, k. g
JR AN (U2 4A) Hh R A REERRL (1 ROO-. -OH. O At Ak 50) 9 n[8] [9], I AT &g S E0a it
BN, R O R A

PO N RT &  —M i AL, 2 RRAURAR, G IR RIREL ., w5 AR K45
RIE . HA KA R BT« ALV SR AR F B RS n — AN SRR R . — RGBT OL T
WK 2000 K PA L, AARTFHE I BLBEE SN, REER 3000 K EL b, AARIISEES th T ARBENY, i i BAs
b, WGk 4500 K BA b, KA AR TP, i A4 I B R AR RE 5] e i 2 A B R R AT —
ZAIG R A 9] [10]. Fik e R A th A2 E 2 FR, P TE 4000 KDL L, R /D40 RO = A e
R, . e A S i . KIIAEWE TSR AL T, A HOSHI IR IR UK 72 A T S35 R A
AR FEANAC T IE B[ 11]

TF 78 R BLHEAR 5 7t O A R AIBET - M55 . 7E Mortimer EA 25 NFIBFFUH, X 38 E 55 4 JE(E 7r i
R 914~2133 K Z B I NHEAT I T8 A B, it 5 T A v PR PR 36, et IR 0 Bk o A B A2 o JE 5 51 762 ) 55 1
ST ZA PN B [12] o 75 55— T 4l [ A g - J B AT B9 9 b, B a3 i 4k X 9 N (He4k 259~1960 °K),
Jeb Lo AN AR FR AU T 28000 N I%,  H AR A ey g AR X ) J B RIS B f i 7% BRI g 4R L X, el LT SE
oA AT IRFEAR[13] -

TG R I SRR A, el O A0 R Hh A B T 51 SR M XA TE], A H R AR SR 72
b BRI, AR SOt R X RO B U S A SO R T B AR AR TP IR AL R L R AR
WS AT B G et O AR R R 5k SRBEAT £5R

1.1. BB RARIFESKE

JHZT 2 (BIL, Bilirubin) & —F L4 i L Lz P = AR 0 R . 3858 T, BRI AL ZH B AESE T
S FENE BB B v Y AR R SR e mT DA R L A, kT L 43 A DR S BR R B R I AT 3R [14]
[15]. TERSCRIAA ML RAMBERIER T, MARAMIELEEER, PR NS REEEEIERT, i
B AELE S IHL R (ORI EIIEZL 2, IBIL, Indirect Bilirubin) (FRUHEFE WA 1), ZIHL R NEEN, 5
Tl - e bR, W ARG SR R T R R BRI A S A e ARPERR T # (K pH 155 H &
H - IR E)MAMIOK IR L . R #[16]. IBIL 5l MaEOLsE, SMiki%izs
FFHE, HEAIFIEMRAEA Y M Z EAEER Y EA, IKEAEA), bESAE KGR B 4
B, I 2 H4H G T A 5 (SER) I BORLAR B 73 JE IR AT 2 S AR S5 & B 1 0 55, IR R sh % 3
W TH P, 1 UDP-7 %) B & IR Ii5 (UDP-glucuronosyltransferase, UGT)Z 5 K, S#ajMIlEIRA &, ¥
A S IEA & (H B4 %, DBIL, Direct Bilirubin), DBIL J/KiEE, wIREAHITHEL, S5& Mkl £t
e B2 7 P I 7 a0 A% M R AR R PR [17]

1.2. BB EMNREHIER
ZELSR, AT NIED R T MO E= 55 R B P2 2 A5 A AT A A 25 f A BRI RE .
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I HARLL R &8 2 B T 30E KA ZL R Ow 12 W [18] . 1T S84 (M R B, IR0 B A IR SR M e
APLRIE[L9]. BIBL, EAETRG V2500 1 A SLOT T A T A s EH, BRSO PR . JeiE s
DA — B89 B B B RBAT PR [19] . BBk Sk A AR AL I AT BB 5O 1) P B2 A/ 5l ik B X 45k
B FERE BRI B T B BB AT, SR A7 [20] 0 TIIH L0 38 & — i o] S fuf fr) S 40 005 A — b B 48 5t
HPUEARE S I, LR T A A I s KA R [21], i BT 3R A LA A T R — 2
ROS CABs 1E3E— 20 (gt I S0El AT KRR AL B — R VA F IR HIR, 1% S AT L] NADPH
SECP T MR P P LA G, LA LA B i BT (R AR R, BLE R A AP 2R A X IE 2 3 A A

LA R PE[22]
[ Hb | Dt AR S
FH A 0 BE

 REEER
"
1 CBRIFRAIMM

Figure 1. Bilirubin metabolic pathway
FE 1. PRI ERBHER

13. BARSHEKHEEXRR

I8 o A LA Co TR PR 20 K L7 2 A P S A A B A TR P 5 DL O L AR FE TR B
(Low-density lipoprotein, LDL)/2 Hi i i 40 A b« 78 IR AN LA P9 5 4 i A A 3 s 3Rk /K, EL R AR08
BRI s AR B T S S S KR R I 2 S IR [20]. LDL 7E4H M B /R R AL
&4 i ox-LDL, Ox-LDL 3 i i P B 40 o 38 4 At 7] 5 B 43 1--1 (intercellular cell adhesion molecule-1,
ICAM-1) A1 I8 40 M KL B 4371 (Vascular cell adhesion molecule 1, VCAM-1) 232, 512 I8 P9 ~F-18 LY
AL BRAZZRMORG B L BRI AN LT YRR AN N SR BT B AR, AT S A TR B Bk RE AL B R A2 5 K JE [20] . H
A MABT AN, SEMH A AT EMA R4 1, #0H) LDL %46 [21]. AH3K
58 R DL I 2L 2 (TBIL) IS T 1R 5 M, TR Bk s 1R 5 % PR [23] [24].

PR ZLZRAE b o A T OAE P R SR IAE DA R DU A 36—, HZLZ W] L] ICAM-1 Fl VCAM-1 3k
BELA AL~ VLA B AR 4 B [20] o 35—, IHZLEWTIERL )&/ DNA SR RIE Tac it (CD25) M Bk d A
SZAR(CDTL) KRR T WA G 1, AT IR 28 A0 R IR 1~ 1007 AR, 0 e PR A s R v ) 0 e
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i[25] [26]. 2=, ALEEMEMRL =AM RRIEEYI R, FAE TR IR AL, HATAE MR
B R R SRR . IR EE AR R 454, AL LDL %k, AT 422 e kBB 1) o A o JEE[27] [28] -
H0U, LG MERRZ 2R (UCB) REA ) A% A R 1] P9 IR RS, AN TR 2 5 S B, BRI Bl kA AL, BE A
FHORWT LRI, ML nIAasE W A00E . JERRIE TR, FRACILE B A, RIEPUREE, B
ML P B TR LR S22, ORI I N B T RE[23] -

BEAERF 74 S, Schwertner %5 N WA SR I, AHZT IR 54 5 et R 30 ko SE AR 12 e 0o (1 A7 7
HIFE FE 2 8] 2 4R 5 [29]: Hopkins 45 A AE — TG0 5L A G5 14 568 0o i 575 M 00 e 18 [ 2 g 451 o R 7 o
B3 THMKEE, KT 40(5.1~5.6.9 mmol/L) - MArr, 560 L3 EL(OR) b e i T2 3
(16~17 mmol/L) JMA i 4 1%, X EIRE IR0 2R KPS i o0 2 — AR SR R KPR B 2 —
FIMARFIEL, 560095 XU FAAIG T 80% [30]. Madhavan 25 A [311 48, A5 U IR & 1 R0 v afi 39 sE 4R 3%
TEREIR AL BE [ I35 RH 2T 28 % FE 4 AR T 0O 8 R s 975 B2 (0 SQ BE. 4R, Hunt 28 A [321R 3L, Fik
MRLL PR e O R AR DG, A LTk,

FI R FRRE 72060 76 0o B 3 LTS IR ZL R VR I Fe 48 b 2538 ARG —, BB TIHA R T2 4
0 Bl B 5 e kR AR DG R I 4 B HLAERREE R ) (R A ERER S 3 5k, 1S B E) W], i e sifIZH 28
H1(#) ROS (ROO-. -OH. O, i A Z) 0, wrifg4hth X 5 ~F 5 X ) A SEBOKSF I F A 578 4 A 8] [33].
DA G 7 eS8 v Y FR N B TR 20 36 5 e o 282 1) TR SR 56 8 R LB IR A1 3 7K P AR MERFAE — A4 Y DA O i
B RA R E A R — LI RS

2. BEAMEEN~ESER

ALY AL (SOD, Superoxide Dismutase) & — i 7EAE ) 8 AL it F2 it 2 B 2E ) HAS w772 T4
YA 4R, IS TEEE TR ARA DNA |, RHUAZR 2R EE ., A s R g2 mm P4
P—MzHAk. BERGMEE. S UEA A RN, ARSI A, AR ERE
71, HZE5HENER. UAEMEZRE A B EEEE I, SOD e A B ¥ B HAEE R,
PR IR X MR AR R e 5 b Re et il 23 F A4 B RIBE[34]. Kk SOD #gny LAz il
F R (ROS) AEME UK, 3380 1 2 A5 5 ThRE R 15 1) iz 20 AR A, T B LR 4 R 6 52 250 E B
BB FEIEH[34]0 2T & &84 B A R 0T 40 & #14F SOD (Cu-Zn-SOD). ¥ %h SOD (Mn-SOD) ¢
2k SOD (Fe-SOD)3 #i. 7 A& Cu-Zn-SOD. Fe-SOD #¢#% Ay SOD1 1 SOD3 [35]. AH><CHkE ], SOD
Z 5T ER. MERGEIE. BHERRAE . O MU S R A K Rid #2[35]

3. BEHYIBHESERREXR

SOD & RBAEYIR N HT AL AE T 1 B SR AR £ [36]. HUARM R N AT = A4 B 8L T
WA R RS SIS T R, RN 2 B R G ARSI [37]. 1B SR ROS
BA RS AFMILEE 5T A E R (TE R0 54K 1) —FhJ7 20) AL B 5 (R AR 1A
FA[38]. 4 ROS &3 2 i) 2= 5 DNA #1540 T-45[39]. SOD wf Ldidfili#¢ ROS 1% H Hi
ST EALE, CLEREHLAASEA I AP0 A0 1E 5 BB BE TN RE[40] 0 2450 U T~ R 4 A IS 38 s o 458 i s
HURSTEALRE ST IR, T SOD B #E, 7P T FE[41]. ek O 3 O LR A AL, 51 AL N U,
i A 1 e (oxygen free radicals, ROS)A RS 2, =4 K&E O, , & o, X LIAREHFEM, 0
PO LA AR DNA FIEE AR S50, A2 AR AR AR, 2 — D RIsh sk aa, (2t B ks RE AL S ik
[41]. PRIk, CRF B EIEBR FI(SOD) R YT e Lo A 82— AR 7R, SOD &5
ROGE T B R B [42] .
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WEFERM], ST, BT RESE BB R BN B INE, KUt inE 1 ROS filk L i

AR T FRI18] . R A B B A BRI 0o B3 I3 SOD K P AS (b AT 3k — S5 T
4. REGEERE

ERIBLR KPR PRGN OR R OO — R R AT I PR PR A, RIS 9 A 205 T LA

REPUEAT S PURT BE IR M2 A AR BRI 25 R B H 5 &, T DU — P fESE S IR T e %
LR S AL B AL B I F i R 2 WA T sl Blom AR it 1 B, B4R B AT LA P LA K %
VR AR e A WA, (ER AT A B AT DU WF 7 T e A DX et Lo S (R S R O RS, DA il
HEZEZ % SOD AR IR NAAARHT- T, B HTEAL AR, b e O A A, IR R e . IR,
77 BRI iR M X o B e o A8 5 IS BT 3 . SOD /KPR R I R T- 10 &7, TN
R AR B T R O (BTG R A B A BR SEA,  DAAR S  A SR AIERE R

S Hk
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