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Abstract

As a disease with high morbidity and mortality, subarachnoid hemorrhage aneurysm rupture is
the main cause of the disease. Although there have been many therapeutic innovations, there has
been no significant improvement in neurological outcomes. At present, a variety of biomarkers for
the diagnosis and treatment of disease and prognosis is very helpful. In this paper, we reviewed
the current status of biomarkers at home and abroad in order to clarify the relationship between
aSAH and prognosis, and to provide new ideas for clinical diagnosis and treatment.
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1. 518

1 F5KCJRE 1 ek IR JSS S 6 4 1fit (aneurysmal subarachnoid hemorrhage, aSAH)/& —f AR #1258 28 Gl IR 1
Wi, FRPRL)AMARNE S, WIEREEE A2 N1, & AT Rl W e R, B
BRI MELATI F4s . R HATATT aSAH HIVRITREE 2. =7 ¥t DL B 2 4 RHE R
&, MR, ERETEAAER]. BTk, MEEMWFESHTHEYENKE, aSAH J5&ME
Fe AL B —— R, REA B, (ER R IR 2 AR SHm I R A . HERE DL
JEAHK . AEIAREWIE N —Fi0t aSAH B UG NI FBL, HAJE . AR TEEIER S, FikgliE
T IR PR & A o M S A bR S B ) i . IR AR SR 5 2 M 6 (R AR W0 kAT 4558

2. 5100 $545& & H f (S100 Calcium Binding Protein 8, S1008)

S1008 4 S100 FIEM 12—, fe—REE LT NRPRME RRMEE RO RIE, EaR%
JiE AL RO RE T, AR AT T fE . A SCERIRIE, S100p EERIATEBKEMB L .
AR, S1008 173l KUK, AHJ2 & RAE R AERT, 2 T EUR 540 MK & 7 S1008, (H133H:
WREEFFE[3], A2 1ML BE B (blood-brain barrier, BBB)iIA 2 J, RGN M2 H, il S S0 2 7 i)
S1008 IR E T . EHHF LR IL[4], ANFIIREER) S1008 X448 sedn i /e F R A —FEf, B R F K
WA, A FEIMHRNEE R, XA T A K R B B O SRS T . AT SR B, X T aSAH
BRI, S1008 MR FE S50 I M AR A OC, (H& X T aSAH J& A& K 150 47 4+ Jung [5]%%
N S1008 7K T (1 T e 55 MR PN S i R L5 (0 L P9 2R R AR e ok . A I 2, S — Tt Fi
[6] S1008 *F T3 6 N H B UE A FAEH, FF HHAIw A R [a] SO S1004 9% B T fa P F FH B4
FEEHAE. A, — T EBF AR, 24 S1008 IR /KF 5T 0.7 pg/dl i 5 7 B A 2 61 {4 H2 3% 100%
MIBET 2 A ORI, X P REAT Bh TG PRI T AR A o) -4 8 EERE SR 35 (VR 7 SRE (7]

3. lIEEBHX#BEES A2 (Lipoprotein-Associated Phospholipase A2, Lp-PLA2)

Lp-PLA2 & —Fhdk Ca® kit B e, J& T-Wifeis A2 BR8], FLATHLAA A () 32 BRI 2 M
FEH IR SRR AN A o S8 I 2 1 R (R] R AC HAR A 7E[9], 29 80%1) Lp-PLA2 SRE FERE A4S A, RTM
HiR®EA av MEEEEAUIGBIRE EIRE AL G . A58l —2xt Lp-PLA2 5H8%E A 2 (A FI1EH
RAHATHIIRIN, Lp-PLA2 X AR LR AR 8 A 2 AT IR SGPE[10]. FEHLA, Lp-PLA2 EZI
I FE R R VR AEAE i LA R AT AR A, 26 A 2 P e (B R [1.1], 3 /K A =438 1o %o — S AL Z(NO)
BB N, B SR A NIUR B, 5 BN R N R A0 B R AR D) Re RS, Rk Py B Al B I T 12],
)P 175 5 P9 B A B R IA 0 B 20 1, Rk A A L A0 B N P B, R PR TR T 1 4 A 226 (1L-6)
PR R FER T o (TNF-a) 55, S5 1 XS 28R L, a1 2 PR 4 = A [ TR SRAG 2R, RIS =

DOI: 10.12677/acm.2022.123267 1856 I IR = =23t e


https://doi.org/10.12677/acm.2022.123267
http://creativecommons.org/licenses/by/4.0/

T4, 2ET

L R R [13], AR SIRK I FERE AL BB il A S 25 R A [14] 0 AR C SRBLER AT &, £ T il
BHRAETT T, Lp-PLA2 SEINEA IR A E[15]. KREIMARFTFTRY], Lp-PLA2 RT UM NSNSk A 1L
PO R IR AE WIAR B DA S SE R BRI 3 [16] [17] £E 2015 4, FRE %35 kAT T —R KT Lp-PLA2 £
PRAISIF U, AT Lp-PLA2 FHINCa 6 ML 5 A A2 R [18] o — R STRIT ST AL, I e L R
N Jeoh Hph AR HEAT Bk 20 9, DU AT Lp-PLA2 52 IIEAHSE, $e7 Lp-PLA2 W] FL#%
SN G R S EAEE[19] o BE A, £E — ST IE PR A BB FE b A B [20], AH LA TSl PR A6+, Lp-PLA2
AE A 3 A ST KT B B T BRI R A R, S RE AU . AR UK EL21), 18
aSAH B, AHBCT XA, SR SR Lp-PLA2 5B E I HUS B VIM G, AT LAEA T &
HIEAEERREY, HORAENRI AT RE: Lp-PLA2 fE/K ARG & 1 AR B s il 2 J5, &4
BARNT, AEAR IS R A S K R AL, PR ACRIA N, kM AERCE 2 0 Lp-PLA2, R4S e ILE
Hiit Lp-PLA2 7K1, IR SRR KRB 7 RKER, FRERIIERNL, A3 MBoR B0, SR B
FasE M, AT, 28 BUk P .

4. FREBEHSEACEF-1 (Insulin-Like Growth Factor 1, IGF-1)

IGF-1 & —F/MEAEKIK T, HXTTHELA 7500, 558 EAE BE S M EVENE, 1FAZ2 )
REANPRI I AR 7, T2 T8N R 2, 5 IGF-2. B R KA Z AR — R TS R R K
KR E[22] . B FRR B, IGF-1 FENUARAE K . HEBMHIEE DL = Kae A5 75 T A 4 B2 11 FH 23]
[24]. fERE M TEUFES, 2RI IGF-1 25 718 2 Wit MBI . FiE 555 08 A DG IR0 1) K
A R R FE[25]0 IR IR ERIWE AR I IGF-1 TEZN KB RERE Ak BAf SR MG BRRE « R 1 st 20 P i S5 5 Hh 473
TE L) A ([26] [27] [28]0 TIAE— TSI N B A A 70 R BE[29], I3 HR /K4 1IGF-1 5 i
R g DX S s e I DA R 53 1 BT R PR BRE B UIAH OB o IGF-1 A N AR S R R 7, S 54 R A
TOIE HEAANRAE K T RE, TEMZE 4 W T o R ORAE L o AR FE[30] s, O 4% A P 453 2 7 e D)
FEL T s o Ak T R R g T SR 3 TS (A0 e DA S R A TS A6 o S s IR o 1T E — T A 56
MR T o, R JE 3 A H I 297 16.7%I10 G405 1 53 473 76 5 LA 2% 33.3% gk Dox 58 1 fis H Ifn A8 2 HH B
ARV R M T R T BEREAT [31] . 9 —TWF AL RN, VENAERKEME T EAM IGF-1, M3 TKFH,
XF aSAH BE R JE AR N I DR A T2 E 1 R2, B B TS [32]. X H A mT gEpLEI A -
aSAH JEENAEK BRI E O IGF-1, | T &R RE S 7 wAARThRERRG, s Rk, s
JCHNRIE T RS, KB A TRk, R TS [33] [34] [35]. Ak, MR/KFH IGF-1 & 58U &
BESAPERRAR, (2REMdE— 20 il & A2 [36]

5. ¥t EERE B EEHIHIFT C (Cystatin C, CysC)

CysC EJy— = Bt & iR & 1 B 77, AENLIA D 208 TAANE, ARECT IR 2, i
AR BE LR L T AN, FUHCRIR, B ERMA RGN N W4 . BATHETE AL, CysC X4
P A A A i R K A 2 E N A ORISR AT 1 5 A2 254 D Lk R B AR o 5 14 P9 A PR 4
AR, RAUE A E AR B [37]. IEHK, KEMWHIFRMY, CysC A N—Fp2ry K1, FEMK L
BT R S RE T R R R . A2 R — B IR ANIRTE CysC T LUl mTOR {5 54 %
g, T EAWERRA, PZuaR ARG R ERI[37]. 1M 2 50 TR B aSAH R [ 7 [38]
g, ERORACER R, CysC R LME N —F B RG-S, MBS 5IFE K AR, 50 aSAH
Ja I 5 BROREAR X R A 22 Se R (e e D R R B AP IOPE T o H AT T CysC 5 aSAH B
T (AR SR FEARIE AT D, SR — TR FE[39]45 Y, AHELBCIE T AR, £E aSAH & [ s T AL,
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SEAR/KFH CysC A KR 2B BATH VIR R o LR EPNIE, FATAE B, 0 B WE s aSAH
B BN 05 LA AR 2R HORERE,  CysC 5 /3 Tl AT REE DA G .

6. BT FEFEHR B1 (High-Mobilitygroupbox-1 Protein, HMGB1)

HMGB1 /& HMGB Z iz —, &HaFF 1 HMG &4 M7 5], JLF 2 £ETHia B
Mgz H, RIS AR T L DNA B, BAWLUMEE B4 DNA, g%/ Mk DL A2 i34 i
AR FH[40], TSN HMGBL I FE IR - S 5N RAER ML S @b AE FH UL R H 2 i A [41]
AEFRSEAF ) HMGBL EFF7E— N EERIKCSE, i LR A T BB L, HMGBL R4 it 3230 43k DL K 4
BN SR ERAT, REINMISL, S AIAL S Z M R YL F AL &, N SRR R RAERE,  JF ik
— e BE R AR 73U [41] [42] [43]0 — WISk TR B SAH A (R FEAi IR [441 K30, AHEL Tx5 4L, sk
AR 2 /NI, BRI A 2 TS IR AR HMGBL, T 1 R/ RlIAm I, a5 TR
FfEsl s R0, SAH J& 32 B /N R 40 M 73 i F R AL HMGBL.  IEAMEE K& IS ASLIRIESE, SAH J5
B R AN S 5 545 HMGBL [ 2. 2 TG RIE 7R B1[45] [46], aSAH KAEJE, HHE M
A 2 AR BT AR IR K B 1) HMGBL, X H Bt S EAT R 2 ThRE V2 KA R TG 5 2 B M 5.
DL I #4878 HMGBL 7E aSAH F b fE v DL T f5 R 4556 L EER

7. BESRE

BEHE A BEIT RIA TR, bR ER L, TR ZRIR F, AT E TR,
R A A KR B TE A T HME AR, BORBSZ BIIRR IR AE I RIE S H g . X TR T
Ji R R R UG, M AR A AR S IR 1 AL A, R R BURT RE VA S RS I e AR, BTl
REAEREHEGYT, SofEFE DG, RatAnmE. A5 aSAH KRNI EMRRNZE, (HX
B KR AH S IR X ST S S I ) e A A W A T T R A A SR R . JF B B AT A BRI A R bn 6
Y, BJAEL aSAH JERE AL A 5T, R O 0 — T A b S5 AR T B U B T v e A R v
B, X ERATIE AL 2 RGN, 456 BFH KRGO, B SRR AR A, T TR i,
M E— 5 45 i PR B2 AR RHZ IR 2T
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