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Table 1. Prevalence of pulp necrosis after luxation injuries
in the permanent dentition®.

No. of  No. of teeth with

Examiner

teeth pulp necrosis
Skieller 107 4 (41%)
Weiskopf et al. 121 72 (60%)
Anehill et al. 76 18 (24%)
Andreasen 189 98 (52%)
Stalhane & Hedegard 1116 172 (15%)
Rock et al. 200 75 (38%)
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Table 2. Distribution of luxation injuries according to type

of luxation and stage of root development. Num-

bers in parentheses indicated the number of teeth

which developed pulp necrosis after injury .

Luxation type  Open apex Closed apex  Total
Concussion 58 (0 120 (8 178 (5)
Subluxation 130 (0) 93(14) 2231
Extrusion 33 (3 200D 5304
Lateral luxation 4 (3 88(68)  122(7D
Intrusion 24(15)  37(3D) 61 (52)
Total 279(21) 358 (135) 637 (156)

Table 3. Distribution of total material and pulp necrosis ac-

cording to radio-graphic apical diameter and type

of luxation injury?,

Apical No. of Pulp
diameter teeth necrosis
(mm) Type of injury n X (%)
01—10 Extrusion 18 11 (6D
Lateral luxation 88 69 (78
Intrusion 36 36 (100
11—20 Extrusion 2 (29)
Lateral luxation 4 (67)
Intrusion 4 57
21-30 Extrusion 14 1 )
Lateral luxation 11 1 @
Intrusion 14 8 (57
31—4.0 Extrusion 7 0 0
Lateral luxation 9 0 )]
Intrusion 3 3 (100
41-50 Extrusion 2 0 )
Lateral luxation 3 0 )
Intrusion 1 1 (100

*Per cent pulp necrosis in the given injury group in the

given measured interval for the total observation period.
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PULP NECROSIS VS. CANAL OBLITERATION
AFTER LUXATION INJURIES. Closed apex.
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Relationship between PCO(stippled bar), PS(white
bar) and PN(black bar) in teeth with completed
root formation®.



PULP NECROSIS VS. CANAL OBUTERATION
AFTER LUXATION INJURIES. Open apex.
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ig. 2. Relationship between PCO(stippled bar), PS(white
bar) and PN(black bar) in teeth with incomplete
root formation®.
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