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The significance of the blood rheology indices in pathogenesis of primary glaucoma Xiao Xingshuang , Luo
Ping. Department of Ophthalmology, Huantai People’s Hospital; Shen Jiaquan. Shandong Provincial Hospital,
Shandong 256400,China

[Abstract] Objective To study the role of the blood rheology indices in pathogenesis of primary glaucoma.
Method The blood rheology indices (including blood viscosity, plasma viscosity , hematocrit and fibrinogen)
were determined in 18 cases of primary open-angle glaucoma (POAG) patients, 20 cases of acute angle-closure
glaucoma (AACG) patients, 16 cases of chronic angle-closure glaucoma(CACG) patients, 20 cases of normal sub-
jects chosen as control group. The blood viscosity and plasma viscosity were determined by capillary viscosimenter.
The hematocri was determined by centrifugal sedimentation. The fibrinogen was determined by biuret method, us-
ing speotrophotometer. Results The blood rheology indices in POAG group were significantly higher than those
of normal control group( P <C0. 01). The blood viscosity and plasma viscosity in ACG group were significantly
higher than those of normal control group ( P <{0.05~ P <C0. 01). There was no significant difference for the
hematocrit and fibrinogen between ACG and control group ( P >>0. 05). The blood rheology indices in POAG
group were significantly higher than those of ACG group ( P <{0. 05~ P <{0.01). There was no difference for the
blood rheology indices between AACG group and CACG group. Conclusions It suggested that both POAG and
ACG patients have blood hyperviscosity. The factors of blood rheology participated in the pathogenesis of glauco-
ma, which is a potential risk factor of glaucoma. The blood hyperviscosity play a more important role in the pathe-
genesis of POAG group than in ACG group. The hyperviscosity may has similar effect in pathogenesis of AACG
group and CACG group. The increase of plasma viscosity and fibrinogen may be the reason for the blood hypervis-
cosity of POAG and the increase of plasma viscosity may be the reason for the blood hyperviscosity of ACG.
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(mPas+sg) (mPa-sg) (m Pa-+s) % ®/L)
bogich:| 20 7.1240. 86 5.29%+0. 67 1.69+£0.06  41.424+3.18  2.9840.85
POAG 4 18  9.89+1.10"" 6.32+0.83"° 1.86+0.07°" 44.88+4.01"* 4.104+0.81""

PCACG 41 16
PAACG 4 20

8.55+1.07"°* 5.78+0.57°
8.61+1.15"" 5.82+0.58"

1.79+0. 07" 41.78%3.52 3.2110.96

1.80+0.08** 42.01+%3.67 3.3610.78

* P <0.05 " P <0.01 vs X{ R4
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(mPars) (m Pa - s) (m Pa - s) (%) (g/L)
POAG # 18 9,89+1.10 6.32%0.83 1. 864 0. 07 44.88+%4.01 4.1010. 81
PCACG #1 16 8.55+1.07** 5.784+0.57* 1.794+0.07"" 41.78+3.52" 3.21%0.96"°
PAACG 4 20 8.61+1.15"" 5.82+0.58" 1.804+0.08* 42.01+%3.67" 3.36%10.78" "

*P<C0.05 ""P<0.01vs POAGH
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