Med]J Chin PLA, Vol. 49, No. 2, February 28, 2024 @

S A SR TR 897 To oyt BAOMG TR 2 B B9

T, MBE, REE

SR R A B R A LN RS BE MRS RE, B 201999

[FEISHES] R7796 [SCHEiHRERD] A [DOI] 10.11855/j.issn.0577-7402.1705.2023.0619

[FEHE] A RS IO g5 o

[BIRAZAR] Z=WT, Mvavkh, S8 5. 207 SR 245 )R IR T OGRS M P A 2 3043 7 R[], Ml ZE e 24 2% 5, 2024, 49(2):
177-181.

[FsEHHEI] 2022-08-10 [RAEH] 2022-10-19 [EZ&BH3] 2023-06-19

(FE] B8 I sl 245 8RR YT IS s 24505 (TON) YT 8. Fik 2018 4F 1 H —
2021 4F 12 7 1155838 R B 24 g I 5 L B S B ph 2 AMNEHITR 1 67 11 TE 68 TON JB 2 191 DR Dkt 4 7 1l Tt 43-#r
P gL 37 B3 % 2R 2 A 2R T ARIGTE, X IR4H 30 B2 A 4 (O IR 2 I AR . AL AR AT
F5 22 KRB B i 2 b AT SR A e DUIRIBYT o A IR IO SR AL A BE 5 1R T7 5 MR A8 Ak S O e KA L
FLERPALIATT G A RCRE . B SRR E R AL . R WIS A AR . Y. 20 E T AR . ARATH
PR BRIP4 (GCS) A . FARRIS . AR i i 45 LA 22 RG22 L(P>0.05). 1RITIE, WMERAA %% 54.1%
ME #35.1%, XTREAARE46.7%. BEH33.3%; PHARBCRAMBE R R 2ZE RS ITHE X (P>0.05), ARG
K BUCARRON U . PR P T R . BRI BT AT IR A SR WA T OO A S T
(P<0.05); ZMHZEFARMAI<7 d BB E A BRI L& T2 0 2 PR >7 di B (P<0.05). G5 207 (i i 28wk
AIGE TR TON BE LT, BRIEBE R, E—MARNTFARRIT ik,

(kIR MRS AU 1AYT BUE

Efficacy of comprehensive optic canal decompression for traumatic optic nerve injury with no light
perception
Li Xin-Yu, Yang Xi-Tao, Guo Zhi-Lin’

Department of Neurosurgery, Shanghai Ninth People's Hospital, Shanghai Jiao Tong University School of Medcine, Shanghai 201999,
China

"Corresponding author, E-mail: 72300820120@shsmu.edu.cn

This work was supported by the Fundamental Research Program of Ninth People’'s Hospital Affiliated to Shanghai Jiao Tong University
School of Medicine (JYZZ076)

[Abstract] Objective To evaluate the clinical effect of total optic nerve canal decompression in the treatment of traumatic
optic neuropathy (TON) without photoreceptor. Methods The clinical data of 67 patients with no photoreceptor TON admitted to
Department of Neurosurgery of the Shanghai Ninth People's Hospital of Shanghai Jiao Tong University School of Medicine from
January 2015 to December 2021 were selected for retrospective analysis, in which 37 cases in observation group received total optic
nerve canal decompression surgery and 30 cases in control group received non-total optic nerve canal decompression surgery. Both
groups received high-dose glucocorticoid therapy and oral administration of methylcobalamin before surgery. The visual acuity
changes and complications after admission and treatment were examined and recorded in both groups. The effective rate, unblinding
rate and complications after treatment were compared between the two groups. Results There were no statistically significant
differences between observation group and control group in terms of age, gender, time from injury to surgery, preoperative GCS score,

operative time, and intraoperative bleeding volume (P>0.05). After treatment, the effective rate of observation group was 54.1% and
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the unblinding rate was 35.1%, while the effective rate of control group was 46.7% and the unblinding rate was 33.3%; there was no

statistically significant difference between the effective rate and unblinding rate of the two groups (P>0.05). No serious complications

such as cerebrospinal fluid leakage, epilepsy, and intracranial infection occurred in both groups after surgery. In observation group, the

effective rate after treatment was significantly lower in those with optic nerve canal fractures than that in those without optic nerve

canal fractures (P<0.05); the effective rate was significantly higher in patients with injury-to-operation time <7 d than that in patients

with injury-to-operation time >7 d (P<0.0S). Conclusion Total optic nerve canal decompression can improve the visual acuity of

patients without photoreceptor TON and reduce the blinding rate, which is an effective surgical treatment method.
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