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The appearance time of fluorescein and
its changes in the relative concentration.
Untreated control group. The shaded area
shows the normal range, and the dotted line
shows its mean value.
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Fig. 2. The appearance time of fluorescein and

its changes in the relative concentration. Dia-
mox-treated group. The shaded area and the
dotted line are the same as in Fig. 1. The
strippled area and the broken line show the
range and mean value, respectively.

Table 1. The changes in the relative concentration of fluorescein in normal control rabbits.
Time in Second.

Eﬁal o Ampere | 400 | 375 | 350 | 3.25 | 3.00 | 275 | 250 | 225 | 2.00 | 175

No 1 70 75 95 125 200 280 390 660 785 960

No 2 275 280 285 305 350 490 756 1040 1110 1160

No 3 130 140 145 190 270 365 530 790 990 1080

No 4 125 130 140 180 270 360 450 530 840 930

No 5 200 220 255 260 290 370 570 865 1040 1170

No 6 199 205 213 220 265 310 384 490 890 1030

No 7 270 275 290 320 365 495 790 805 1120 1290

No 8 125 135 140 230 270 350 490 810 970 1230

No 9 80 95 105 170 210 290 330 570 830 1030

No 10 130 145 155 175 230 270 370 800 850 990
Meanz:Standard deviation ‘160:’;72.4 170:’;70.9 182:i?72.7 218:%2.2 275:‘575.4 358:t81.4 506:li:59.6 737:11:6'5).7 947:1*:20.6 1087122{:1.3

Table 2. The changes in the relative concentration of fluorescein in diamox-treated group.
Time in second.

— Ampere | 400 | 375 | 350 | 325 | 300 | 275 | 250 | 225 | 200 | 17

No 1 340 365 280 440 470 495 615 940 1270 1395

No 2 400 435 490 535 640 725 890 1105 1285 1460

No 3 360 385 400 450 485 615 765 995 1090 1410

No 4 365 375 410 455 495 575 875 1025 1€25 1455

No 5 335 345 385 420 500 590 830 1070 1335 1430
Mean:Standard deviation 3602{??»3.8 %81 :t33.6 411:lflzl.7 460:54.0 518:tt')f).l 600:!:83.0 795:11:12.6 1027:55.3 1261 3:9.3 1430:2t8.0
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Table 3. The changes in the relative concentration of fluorescein in urea-treated group. Time in second.

T Ampere | 400 | 375 | 350 | 325 | 3.00 | 275 | 250 | 225 | 200 | 175
No 1 o45 | 255 | 270 | 305 | 420 | 590 | 855 | 1140 | 1200 | 1400

No 2 330 | 340 | 350 | 435 | 470 | 615 | 920 | 1215 | 1310 | 1480

No 3 250 | 259 | 290 | 340 | 425 | 604 | 770 | 830 | 1150 | 1390

No 4 255 | 280 | 320 | 380 | 470 | 515 | 755 | 1000 | 1149 | 1365

No 5 310 | 320 | 330 | 405 | s25 | 715 | 830 | 990 | 1145 | 1445
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Fig. 3. The appearance time of fluorescein and
its changes in the relative concentration. Urea-
treated group. The shaded area and the dotted
line are the normal range and its mean value
as in fig. 1 & 2. The strippled area and the
broken line show the range and mean value,
respectively.
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Abstract

The Effect of Ocular Hypotensive
Agents on the Fluorescein
Concentrations in the Antrior Chamber

Han Soo Yawm, M.D.

Dept. of Ophthalmology, College of Medicine,
Seoul National University

Fluorrescein injected intraveneously appears in the
anterior chamber as green fluorescence easily visible
by the use of slit lamp. The least ampere value of the
slit lJamp at the time of its recognition has been used
as the relative concentraton of the fluorescein in the
anterior chamber.

According to the Linner and Fridenwald, the fluores-
cein appearance time can be correlated with the rate
of flow of aqueous humor and can be utilized as an
index of aqueous flow. The purpose of this paper is
to study the effects of Diamox and urea on the fluor-
escein appearance time and changes in the fluorescein
concentrations in the anterior chamber.

Ten percent solution of sodium fluorescein was in-
jected intravenously in the ear vein of pigmented
rabbits, the amount of the injection being 0.25ml per
Kg. of body weight. Then, the time interval elapsed
between the end of the injection and appearing in the
pupillry area was determined.

Fifty mg. of Diamox was given orally in one group
of animals and fluoresein solution was injected after
two hours. In another group, one g. of urea per kg.
of body weight was administerd intravenously as a
solution dissolved in 30% invert sugar, and fluorescein
solution was injected after 30 minutes.

For the following 20 minutes, the changes in the
concentrations of fluorescein in the anterior chamber
were determined according to the method of Amsler
and Huber.

In both groups of animals, a marked retardation of
the fluorescein appearance time was noted compared to
normal control group. This late apperance was associat-
ed with the increased time interval between the first
recognition of the dye and its peak concentration in the
anterior chamber. These results are in good agreement
with that of tonographic studies reported by various

authors.
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