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Abstract :
it is the most important type of encephalopathy. The pathological changes including the white matter of coagulation

Periventricular white matter damage is one of the characteristics of brain damage in preterm infants, and

necrosis, oligodendrocyte damage, myelin damage, axonal injury and reactive gliosis and microglia infiltration in necrotic
areas. All of these lesions are closely related to the nervous system sequelae in later-neonatal period. The pathogenesis of

periventricular leukomalacia in premature infants are mainly cause by its immature brain vascular, and precursor

oligodendrocytes of the attack of hypoxia, ischemia, infection, oxygen free radicals, inflammatory cytokines, increasing

glutamate, and other high-risk factors. In this paper, an overview of progress in the study of the pathogenesis of

periventricular white matter damage in premature infants through literature review to provide a theoretical support for clinical

prevention, diagnosis and treatment.
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K Ca®* ZARAEHLHIAE OGD IRl 8L 2 J5 7 FH ¥ m]
W Ca’ B MEZ IR, EZ2ENSREES
Jot H Bk ( Glutathiose , GSH ) JHFEA G o R4k I 157 P
SR Glu 3TE A &R - ~FIea L ( Glu-Cys) 524,
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N Cys #8300 12-LOX 1E PRS0 , 7038 SO M4 H H
FE (reactive oxygen species, ROS) I 4 1 S E 40 iU 4L
T-o WA BFSE & B R 107 S840 B 41 i 77 AA-861 Xf
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BN, F B Y0 IE T 7R - bel -2 1 & R
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OLs B FE ME/E ), TNF-oo XA i d L3k
1 TNF-o A 7 e 1L S5k 280450 1 BF MG T IR I 24 i 46
W 5, BRI A TS 7 i 28 B B R 6 1k DR T
Z—, 7 WMD ¥ & 9y B v AT B R O 30 A 26 1
MWEAEH . A 225\ R v BB B Bk (LA AC
HEH sl R A ARRAE ) R A 0 I B S
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A FE 3 =& B K | o] A AU RRE 9 S v P T 4l
fits Ko MG FiIfL PR B W 40 ) . Bass 21 & 31
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TL-6 (14 335 40 it Ay 52 I Atk B T 400 it LG, T 4k 2
JLFN OLs A WK

DL _EWF T B [ 7 B g 5 4% 0E I b A T 2K
WMD &A= (B B AL 2 — . 0 4F S B2 b 4 93 20
MFIZNA T2 5 7 WMD 9% 24, % FiR b A
IL-10 IL-12 J it fh R [ 401 5 g 40 i 8 1 4 1 -1

(MIP-1¢) | 4138410

(4) MRHPEHGILE . AC W] T 32 G 4 s R
B — B[], {H G & L7, L 2 M B B R R
Amaral 25 “URIESE S B 7 AT 30 SR0REA O, O
ATP 58 4 FEu , H S ATP 7= Az 3 RO Y
A TR B, DT 0 R PN R R, B 0O PR PR B
AC Jif ik FET
2.4 Hit

B bR FEHLE A1, 38 & B WMD 55 40 i 4 F
B E K RER % 5 I (MyT1) (Nogo # H 4
Ko OLs RIRG B IREH 2 — B How &8k kg &
BH. &SR N R R LY OFR 4551 )
TR 7 Wi s S A R il AR i I AR T ER 2 S 45 T 2%
RS B TR R 2 AN (25 R

A T B BEHR 510 ()7 S R B ol A
P RAE RIBERS ISR 15 WMD A1 8 R 4k
i : Billiards 25 % 3 MyT1 % WMD % A= (/6 F 5
WMD B bkt N 88 5 T2 B R, & AT Dl S 2 5 om
R My T1 BH: 200 3 , 6 8 01k B 1 RS S5 A 2 1 fe
P& SN EREZ N, $27R MyT1 X WMD A4 —5E
YEM.

BEAh, A8 S BEHEAR A AT I OLs 2235 Nogo-
A FERINAZE H ZE T I, Weiss 2517 4005 7 AE X
FAAG AR LI WMD 5 —EJRITER . t—4
IR FEUESE Nogo ZET 5 Ak i i i A B VI C R
Nogo-66 2Z K% (NgR ) T2 ZLALHE =Wl i i 1k L
Mz (NgR1, NgR2 I NgR3) , 3%ty Wi L sh ¥ b
WASNE I 2 RGP 220335 . NeR1 EL B AfIA
J& A HUBERENE AH AN 7] Nogo-A , BRI AH G
WEEE 1R OLs BEMME R LI W =k A 85 68|, bR
il EL B0 1 K P A 2 14 . NgR T BEFEXT K2
51 X P 25 2R 0l 2 R 2 fh v 9 A 1) B A e 7
HEME, S 5WERIT LR, B8 B- ik
T 1 i e X — 1 AR B T REMIL AR

H AT E SN st W 32 5 WMD & A= 7E KL
L, BIARS TR LA S B (G 24 ~40 J&)  IE2 A
MG T Bl f A A IR S R i
Hr pre-OLs il 28 Fpf 4 0 (L5 AR T 0 &0 Al 1
AT GABA REMiZo0) i & & 5 30 0 ki
(IR T X (SVZ) FRE M A 285 B kS ) A b B2
ANHEFE X 5 Fr i R 2 2 A0 SRS A 261 S5 Sk ppr
JCES PR I 5 R B o 7E G B B, 7R B A
IMATE NG B R R AER R, 51 & T lFL
(BE R AFEMR P TE400 007 | RAE A R 7~ B %A 4
FERRBEPEAE A ) Pr 8o I R R0 03 (40 M SR 3R ) il
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G METAGR S KO T AW E R AT WMD
R B N R R AL A T R AR NI, L
WMD 4 & A 2 22 i R 3R i 2 w4 A, 5 2% 0 L il
e K B AN LA, TE A 52 B S A e A P R
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