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Abstract

e Glaucoma is the first leading cause of irreversible
blindness and the second leading cause of blindness
worldwide. Numerous studies have shown that elevated
intraocular pressure (IOP) is one of the major risk
factors for the development and progression of
glaucomatous optic nerve damage. However, there have
been 50% of primary open - angle glaucoma ( POAG)
patients with typical glaucomatous optic neuropathy in
whom the IOP measurements have always been in the
normal range, and some patients develop typical
glaucomatous optic neuropathy with the well controlled
IOP. These phenomena cannot be explained by the
theory of high intraocular pressure. The pathogenesis of
glaucomatous optic nerve damage in these patients with
normal IOP needs to be further discussed. Numerous
studies at home and abroad have shown that: 1. the
surrounding anatomy of the optic nerve including the
IOP, the anatomy and biomechanics of the lamina
cribrosa and retrobulbar orbital cerebrospinal fluid
pressure may be of importance for the pathogenesis of
the POAG; 2. patients with normal tension glaucoma had
significantly lower cerebrospinal fluid pressure and a

higher trans - lamina cribrosa pressure difference
compared with normal subjects; 3. patients with ocular
hypertension had significantly higher cerebrospinal fluid
pressure, however, there is no difference in trans -
lamina cribrosa pressure compared with normal
subjects. Based on the above research, now we make a
review about the research advance of the relation
between intracranial pressure and glaucoma optic nerve
damage and the available measurements about
noninvasive intracranial pressure in clinical in this paper.
e KEYWORDS:. trans - lamina cribrosa pressure
difference; intracranial pressure; intraocular pressure;
normal tension glaucoma; ocular hypertension
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2 N S ff i 450 T L ) BB 4 I R 255 N B , 2
H At A 28 A 80E PRIV RIS — O AN AT A MR BOE T
MR, JEL i MR D e 5 HY 199 392 S0 00 6 1 101 o i 22 4
PREF R RFAEPE B 45 /N . R4 T3] 2020 45 4Bk R
HGIRAY AECK - TF 2 7960 7, Hirb 1120 J7 A& A]
REA& AU, i 3% 6 I o 7 G R 1 SR
0.52% ,50 % LA AR BRI f ik 2.07% ) R
JCHRAR 2L H 25 32 BV E AL, o B IR S T s A
NIE T OGR4 09 FEA DG R IR IR F &
PR — S B (18 T O R P A0 22 400 1) A 8 K T Y B
2 IR 40 T 1E H 970 Bl T 409 J K PR LR B8 &
FARIA S 2B T ARG YT IR A5 B R A sl B A A
PEAT I AL 25 2 R0 (50) MM IO, i bRl g, 1
1R R PN I 2 it & PR T A B OB R ((primary open
angle glaucoma, POAG) KBl L — s K & . i
A HAR R RS 5 E X B, e s
T Ty = A SRy A e 1 S IR AN AL i S5 4
S A E R %A e P R R N A R A M
R T LR SR [ N A A DG B 5 04 45 R AR O« I W )
( cerebrospinal fluid pressure, CSF-P) JiHJ& FE S8 7E AL #
25 JE B A ek R BT i P9 CSF—P 7E POAG #1428 481 3 v
P RO
1 IRKERA AR EMEBHRIRENE

P 2252 F A I FEE A 2295 4l ML ( RGCs ) & H D24 120
T3 MR TCHE R 28 2 2 28 70 HR BRI M S SR B JE I AR 44
1. 5mm PYRLRE, SR 52 AOIR 2 ok LU SO il 22, R
M JE AP 2 R GE R — 03, 20 DU B B 3Ky Bt HE
WB BB BN B, SRSV [R] AA 22 AER I 25
P I TR ol A S P o 5 28 i I, 400 ol 22 ) R
B 5 HL T P 454 T 42 B WS RRE A TS B Sy 4
PREEFL, FL 5 TR AR 25, I 50 00 2 55 50 R P
fih, BV -5 Fit PRy ke ) ST AR O b R SR ) L TOP
5 CSF-P A TR FH AR | 10 1 26 22 5 45 07 W 40 F
B R A A [ A 35 B0 14 HR 3R PR 508 0 U 0 %) o D) B
FRIRIBRT o GRAR TE A ) LR R 0 13 8 H W] i 22 TOP
SIRERJE R CSF-P 3 i 2 [l 7 1, fuff 5 Al nfd b 1% 328
10P 5 CSF-P AHEAEH] Y b0 BR 5 IE4G A% 328 15 ) i 45
¥, TEIEH HUK I0P — Bt T CSF-P, 53X i 1 1 i Al
WA R BB, 4 TOP FH 8 Al (8%) CSF-P T [ fli
BT AR H1 2 (trans —lamina cribrosa pressure difference,
TLCP) (TLCP=10P- CSF-P) 34 K, & T IE# 9 TLCP 1
JH T 5 i ISEL s 400 o Bt 2 745 4 i i) g 98 35 i, >4 TLCP
FEAT VAN TS B0 A 1) S MR AR IR R 4 2
&Ko BIRNALRR 2 AR AT ZH 2T Ry TOP (AR R 52 B 5 1R
AT LAS S5O I R T A0 PR 22 0 A s 42U HE R CSF-P 1Y
VEHT AT S BOR LR K 2
2ERREBEDMERENNETN
2.1 EEREMS KR (NTG) EEREM POAG &&
ICP BJEEEE  Ren %5 £1 Xt 43 B JF M B H GHR (H
NTG 14 5], POAG 29 5] ) F1 71 5] 1F 5 % B8 ZH 47 1 R e
PEBE 5T, 15t NTG ZH I AE 27 30 9 9 CSF - P (9. 5+
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2. 2mmHg) It POAG 41 (11.7+2. TmmHg) FIX%F R4 (12. 9+
1.9mmHg) fit, 2R A G112 5 L ( P<0.01), NTG 41
(6.6+3. 6mmHg) Fl POAG 4 (12. 5+4. 1mmHg) ) TLCP
(10P-CSF-P) L IE # X HRLL (1. 4+1. TmmHg) & 5
(P<0.01), #EA7HARE EIH 8T, 5 IR St 3 i AR
JE5 CSF-P A, M5 TLCP 2 IEH ¢, P 2 i
055 7T A O AT A 1% i F R A B A R D RS e
Ao 2 J) PR (%) ik Do) S5 B AL, 24 CSF—P 384 i, 4 f
22 ] L %) ok DO T B A R A3 v, B 400 ol 8 A
T R DA T JH A R A B A R T3 B A A0 2%
FE AT L o 4 i L iR S R AR 2 iR, R X — DR
B FR 25 Wang 2510 T 2012 4R 3 5o 1 R4 S48 i 4%
(MRI) (9 T2 JALE 2 0 AR BR 5 34 3,9, 15mm Ab 4 #
L0k IR B s ) R 11 i B, RO Ao 2 8 I 14) 5 B A g 1)
LI & CSF-P ()77, & T 21 i) NTG 3% F1 18 6
POAG H & DL & 21 9l 1E # %F BR 41 R R Bk 5 356 3,9,
1Smm A4 28 0k I B M 10 B8 5 &5 SR R, TE Bk G
3,9, 15mm =AM B A 0 e A9 400 Ao 20 ik T BT s 5 o
NTG #4H (43 %4 0. 67 £0. 16, 0. 55+0. 09 F1 0. 51 +
0. 12mm) k& POAG 41 (435128 0.93+0.21,0.70+0. 12,
0.62 0. 11mm) FIXF B ZH (43510 0. 87 0. 15, 0. 67 +
0.07 F1 0. 61 0. 07mm) B B R4S %5 (P {E 430 R P<
0.01,P<0.01 F1 P=0.003) , POAG ZH IR} EZH1E 3,9,
1Smm =AM B BT 0 8 194 400 ol 2 e PO T s i 0 A
ENEEF(PIES M A P=0.31,P=0.39,F1 P=0.44),
TR A A 28 450 RO A 28 LA 1145 M i 3K 0 3 6 25 40
W] NTG £k I J5E T Jis 58 B L POAG S8 35 FIE # X% R
2 ARSI HTAR AT AT NTG B /Y ICP H POAG
VA SOEH AR ICP AR, X TAFSE M o S —> 7 1 32 5
T Ren SEMWFFEESIE , IE A J1 HERH T X F 1E % iR &
PR IR B E T, HFRRAY CSF-P 2[R T F+ = /9 10P,
1Ml TLCP /5 LG IE 3 X REZH 5 Xt D\ 5y — 5 T R e 1T R
12 10P IEF M A A T SR8 35 R HR A0 R 28450 5
Berdahl %" T 2008 4E41%f 31786 1475 B J& 7 ik M
T 0TI T A LTS A T A 2 o %) S R AT T [l
A B X H A BB POAG (1) 28 14 .35 A1 49 191 1E %)
FRLH AT T — W0 491 %) REAJF 5T, 3l 2 %) 28 9] POAG &
55 49 {5 1F 5 X R4 CSF-P A4 HLd, 45 51 R POAG 41
¥ CSF-P (9. 2+2. 9mmHg) H 1E & X B 41 (13. 0 +
4. 2mmHg) fik 33% , 25 5 A G it2# 8 L (P<0.05) . [F]#}
TEZ W58 b & 4E I B9 R IE J5, B & 8] 03 20 B B,
POAG A AR #E 5 1IOP CSF-P 1 TLCP £~ 40, £
AR HTUE D] CSF-P B, AR LEBR K, 3 — 300 S
TCi B4R 10P THE B CSF-P F [ mk & 2 Wi 3L [
VRIS 300 TLCP 3, 76 5 AR WL ph & 32 3 v & 15
FEEAER 1M CSF-P (35 55 76 75 G IR AR 28 45 3 MLk
HFEBE R ER,
22MEFEREMEE AR CSF-P kR ®HIRE
iE A2 SCRHR i T IE B RR (B 280 K ik ] /) B 12 A
KBRS ) F ORI A 2 i L TOP 3 5 1 G4 AR
PR | 3 S 1% G0 1 ML AR R ) 2 150 9T TG 126 il R 1
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Ren %% F 2011 AFHEAT T — TR0 A VR AF 53, 3 i Xt 17
{51 e FIR T FR 55 70 910 T R ko R 2 T M 2 ) R N
CSF-P HA 15 H = AR EAEZH CSF-P(16.0+2. SmmHg) Ft
ER T IR CSF-P (12.9+1. 9mmHg ) B W4 55 (P<
0.01) . AR AE B 3 28 vh ok ffy 58 JRE 18 0 A7 A 0E J5 1Y)
10P 5 CSF-P W] R IEAHSC, Fr LAFRATT AT AR, 75 &
HR HESE 0 3 T 19 25 () CSF—P 76 BL S FL e |- 0] LR b3
IYIETE Y TOP, T TLCP £ 45 78 1 75 BBl , X 9 i 22
ANTE AR E R T A B TOP & B9 A BE, — E T B
B IR AR 2 S B ORI i i & AR
3 TLCP ZEHE R MEMBEMEHPHIER

s A figt )L R R AR B (i LR A A2 TOP 5 AR BR
JE#R CSF-P 3% (1 3 [G] 4 1T, 4 5 M Bk % 338 10P 5
CSF-P A BAE I o0 BT 140 AL 388 TR 1 i 254 . 76
TE# ML TOP — &5 F CSF-P, 3R TE & T 0% 4 95 ) (1
FESIRBEE™

Yablonski 45" 1 izt 76 /)N 4iE 6 b L A, CSF-P
T HEENE T IF 3 K SUE Sem H,0, 2R 5 % Hih — H R g
SRR 1720 K= L () S Al 2 = i T B Oy N WA I T
— HUREE (1 TOP R85 A28 3wk Ji R AT B A FEARIR K Y
ARG & A8 TR AE M A9 T OG IR 0 2 b2 | B B A R IR
JE 1) AR Lk 22 AT A8 VRS IR X T G IR A0 b
ZoHEATIE M &, KRR CSF—P ik 2 TH 5 10P (4%
H, Morgan %5 AE 1995 A5 32 1) bR 5 £4) 60 B4) A0 38 A
A EARER 14 7 A% [ s ) 2 1885 05 A g 6 FE Al aE A
TSR AR T R T G IR AW A 40 e B AL ) op & 4R
HEEENEM,

B A RITE FE B UESCIXRP IOP 5 CSF-P Z 0] 25
EBE N2 FBOE YEIR A & A AR T G R 15 A5 114 4
Sz PR ACLE i) i 110 564 A [ B 7 A P2 88 A T 84 o, it 28]
M HIR W 08 AR 760 T 3 o oy B O 1 T2 72 9 o i M1
B H O T AN 7 e A R O b 1% S g R R AL
XU ) TLCP () —Ff 47 S g, 24 10P 5 CSF-P Z [8]
X b 25 (B 38 0K 0177 78 s, S BT 3k G A 3 5007 M 465+ T
g % A O A U5 B A - ) U A5 A8 Ak, RGCs B 28 52 &
36 A2 BH |l A R A, HE— 25 & RGCs B T,
[ Bt A 27 2 3 Ao 50 1 A B IR ST, BEKE TOP R&
FAEH S R AR S UG R e gk sk, HOE A
LR R R N P T | SR N 7 3 1 o W B
TLCP 3 i {5 07 B AR 32 114 0 66 88 386 K, DT ol 9 22 2F
HE PR AZ LR ) (A8 I 45 ) B, 530 RGCs it [1]
G () 0 0 32 B, [R) I RGCs Ay il bt 32 BH, 3% — &
IG5 — 7 XA P 2R 3 30 RGCs M F 405 S T i
AR AT ) it R AL 5 | A ot 2 48 40 ) L AR WL ) 38 A 1o il —
H5E
4 IR £ /T4 7o € B 1 R I £ 77 %

RESR CSF-P 7E 7 JEHR A pp 2 4 F h i ZAE 78
I R TAEH X T POAG B, AT 54 AR L4 R4 iy
I TOP Aiay 7 SCR BT, %742 R il 2 TOP il CSF-
P MG I ITRCR W TE O, i E R IG R L 1CP il i Y
T B EL AR AR AT 2 A 28 I B CSF-P, PR h A A 46

L FEIREL A H 27 T2 2IAR KA BRI, kit F-#—Fh o
By CSF-P & 2 H TR B L EE, 2
UTAE S SCHk AT &0 H A A T A1 W CSF-P 1Y £ F B
BN & B MRI K A9 288 2 A2
FLBHLBT I S MRS A 32 LA X1 I 9 28 1 22 305 G A
AT PR ERGA LR AR R T

4.1 AXWBEFEEZBAZE  NICIETE L AL (flash
visual evoked potentials, FVEP) J& PL7E IIfs /R B A 57 f 7
e S I —Bh R 2 R AL, JRdE VR E AR A
S T S84 ORI S DA T 251 A2 I I B 2 A E S AR Ak, B AT LR
I CSF-P (iR | B i 22 50 S 2T 4 (1 2% 75 5 1%
SR M MR AE M B RE R, 24 CSF-P TF R,
S| 0 B AT 2 fol o fole A L KA I A, il A5 4
2% S S A B, DT A 5375 & F 7 G T AR 309 A8 K
FVEP JIE Ff B N2k 04 K A= DR R f it B2 o, B e 1 HEL T
SN2 IR DL K A5 A% 3 28 M it iz 5 BT i A R ]
FIT LA N2 30 78 OR300 i 42 - s 2 ke CSF — P 403 [ 1) 52
Wi, 1 LI 5 TR ke . EANE FH AR
G RR B 175 2 EL A7 ) N2 % B SESR ] 5 ICP A B R R,
PR I SR FH — ol o e i 2 8 A7 A0 ) S8 00 e N2 g
FEIRAF[R], SR S5 X BB N2 3 SER B (8] 5 CSF-P {H % &
%, R0ArsRAS CSF-P " BN BLE A A A FVEP il
PN (%) T A HE AT 8, AR [ P 2
F AT T R R R ] FVEP B8 Wil CSF-P F1A B
WEIN CSF-P (% LA 9%, 45 R M 3 2 1) 22 S A Ge it
SRS, R LU T2 AR CSF-P
Fr LA FVEP £ I 5 A7 JC A 42 4 ] i o] 5 45 5 $ VR 5
R BRBACR B 24 B A PN A

4.2 MRI AR EZRE M2 0 8 B9 T e
W 2 ek X T ) 2 5 5 P %o 7 [ B A 90 3 5
o S P01 A 7 0 118 5 VA 00 0 o 2 B Py i 3 2 ) i
PR B RLAZ 8 Y R B A K S CSF-P 34 i S A A —
bk, B 2 AR AR AL RE S L CSF-P BC7A% T 4 f 22
Y T Y T8 B T TR S MRI AT Dubourg a1zl
K FH Meta 43 M7 IE 5288 75 K6 10 ONSD 1] 32 B /i 19 55 1
ONSD Wil 2 7 IR AR 7.5 ~ 10MHz B T & IR
6 H R0 2 IR BR 5 B2 J5 5 3mm AL ONSD, Il RIFF 5% % PR
i P e S 64 R B P AR ONSD 38 55 | I 70 00 ol 428
A RTEALFL K 5 3mm AbER 75 X% b AR, db R s
Bt Xie %5 $2 i MRT U ARER)S 3,9,15mm =7
BT i )T B A9 9E B (orbital subarachnoid space
width, OSASW ) , 2 P4k fil P & (1) 22 £k, AR 4 14 8 F5 2
(body mass index, BMI) & 3 3 ik Ifil. & ( mean arterial
bloo d pressure, MABP) % 1E J5 342 tH T AR AL XT Eb, B
CSF-P =9.31 x0SASW03 +0. 48 xBMI+0. 14 xM ABP -
19. 94 ,1CP=16.95x0SASW09 +0. 39 x BMI+0. 14 x MABP—
20.90,1CP=17.54x0SASW13 +0. 47xBMI+0. 13xM ABP-
21.52( OSASW03 ,0SASW09 , OSASW15 5 i) 2 3K)5 3,9,
1Smm AR T B 56 5 ) o i bz A S, BT L
H4lE MRI JIF il & 19 OSASW {83k 31454 CSF-P,

4.3 HRERALIE 5 SO s 3 O T B e A
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PRI A\ 2R AT, BRI AR IR,
e & B B 7 (tympanic membrane displacement ,
TMD) . 40 % DAFTHYIER ABEA 90% H- 24 %548
WM B o BT T A T L S CSF-P, CSF-P 254k
5[ A1 b BT 1 7 A Ak T 7 A e b RS B LA B9 [
LR e TR A = s 1 K3 S (= B TR U
CSF-P 2t 728 IF i TMD B A1 IE % TMD {8 4 22 51 7 44 24
CSF-P, Samuel 25 fl Reid %5 > #5387 TMD £ i 5
P, TERATZIRE LA E LN &, (1) HE
FESIEH ; (2) 88 WU S 1E % 5 (3) Bk 5 545 I,
2 s A A SR IR R /N R T %) B SE 2% 1A, DA P
ASNEGE R EE , BE, SERRS AR e (A
STREZAR) LA BRI A LA RS R ok, A
LR B AR R )R] E S OO R RIS 14 °F
Yo, AR TMD {HF1SZPR CSF-P {H B9 56 56 R R
CSF-P fH .
4.4 HIRAMEE 1959 4F Davidoff %5207 Schiotz HR JE it
J& i@ 3\ X & ( anteriorfontanel pressure, AFP)
I CSF-P, 1974 4 Wealthall 2 4f 3t ifif 7 B0 F APT-16
U A SO 15 X1, A5 A 5 A ) A5 e ) . 1977
4F, Salmon [ FH P 3K A% B8 0 22 i X 1, AR KRR B I
HEBR T BT X AL 2L Ty s R R P I AL R (
Rotterdam teletransducer, RTT) & B gi) 12 i FH A% 7] 5
By AR T e AT B E CSF =P Wi i A P4 (r =
0196 ~0198) ,40 43K, AFP & 52 3%, 7684 JLAMZ L
e —E R A B CSF-P W, E T XA
FEAELLT [/, AFP 22 LA S5 XA R 2454, AGE T
23 B 2R AR IR 5 00 RSP 4™ A R 1K1 R S T i /D
R 3 T CSF-P, X BLASF], IS CSF-P Bt
T,

KL LRI CSF-P Waill s R AN, A7 404k
Sy otEERE A A E BHAT T R DRSS e ik e 9 R 22 i 2o
BRI S R A A A B SRR R R
frifk— o83
5 INGE

T OGCHR A 24555 1 LA 2 Ul AT W — -2 i g
% 52 92 TC I (14 e TR G IR AL M 22 908 3 1) A e i
T 7 P T Ak 98 A e At 350 467 8 DA K e %) I PR R R i 512
BSAF 5T 43 B 1CP 32 0 A ) 4% 5 7 T 7E 7 G ER B 42
P E B LR ML s A A, 1 TLCP X — 4%
AR A FTR LI NTG B35 4 % s AL S s IR e A
FEE T TC T GHR ph e 51 3 (0 SRR 3 A 5 A — A Tl
WHNSEE T HUME 0 2208, 10 2 T 58 45 A 3 B . A
X1 Y CSF-P 78 7 6 HR AL #2480 3 o 2 b 7 24 A
o X W IE R TG YT DG IR B 3k Ao (i — 2L fig
HEREAR CSF-P 254, (615 —H& A4 J2 e R T i 470+ 741,
H SR BEWERFRIR |, (H 2 L RE RS KRR 51 8 1R, BT LFE IIfs
PR EXTT POAG By f8 35 220 o i X AP 25 . o5 4h 7
Il PR _L 3 3 25 W 1 TOP [ 4 ~ SmmHg 23 HE 4 IR ME  {H
Al CSF-P JHiE 4 ~ SmmHg M TLCP R 3HF A2 HIAH
RIXE, B2, CSF—P 78 X 5 6 HR W b 28451 35 ALl 19 1
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